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"COMMUNICATIONS 


"HEREDITARY CORNEAL DYSTROPHY* | 


BY 
R. MuTcH. 


Heneprtary was hint by in’ 
1890., Since-then -cases have -been. found in most European 
Countries, in America and in Japan, but no case-has yet been pub- 
lished of the disease occurring in a negro patient. The condition, 
however, is relatively, rare, and in this country at —_ ‘out be 
quite unfamiliar to many ophthalmologists. 
essential features of the disease are—(1) Its hereditary: and 
_familial character, (2) its bi-lateral distribution, (8) its situation in 
the cornea, occupying the axial zone only, in the case of the a 
nant: varieties, and’ (4) the absence of ‘vascularization, 

The’ terms “used in describing the lesion have been many - and 
-varied,' and I suspect that the difference was: mostly due: to! the 
authors’ descriptive powers and literary ability; any ‘not to 


“'Groenouw first gave a description. of tl this disease in | 1890), ‘He 


described the eye condition of two patients, and called the corneal 
nodular corneae.’ It has since, been proved ‘Bucklers 


bs * Received for publication, October 15, 19430: 
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that the first patient suffered from granular dystrophy, and the 
second from macular dystrophy... , - 


In 1898 Groenouw described the corneal-Gondition of his original 


"patient, then 49 years old, in the following words—‘‘ On both eyes 


the conjunctivae are normal. The periphery of the cornea is com- 


_ pletely clear for a breadth of about 3 mm. while the centre is taken 


up with very numerous grey spots. These opacities are irregularly 
rounded with small prongs and endings. They could hest be 


compared with small crumbs of dry bread. The opacities lie partly 
‘separate and partly fused into groups and streaks. They are about 


thé size of a poppy seed, Between them lie a large number of 
even finer points which are only perceived with a magnifying glass. 
Also several quite fine grey streaks and strokes are visible between 
the opacities. With the exception of these grey, sharply defined 
deposits, the corneal tissue is clear.’ As will be seen later this 


description could be applied to the majority of the affected members 


of my pedigree. AT ETA 
The description of the other patient was as follows—a girl aged 
17 years came to have her eyes examinéd owing to gradual dim- 


ness of vision, ‘Both corneae show in their centre a great number _ 
of gréy, roundish opacities, which are fused partially together. 


The opacities are more numerous than in the first named patient. 
They are situated in the outer corneal layers and push forward the 
epithelium sporadically in small humps. The surface of the 


cornea is otherwise smooth and well reflecting. Between these 
’ larger spots are quite small points visible only with the magnifying — 
glass. They occupy the entire cornea to the margin and appear 
-as soft, nebulous opacities to the naked eye. These small points 


7 


extend also to the deeper layers of the cornea.” 
The chief differences between the corneal lesions of the two 
patients are (a) The distribution of the opacities. The opacities 


‘in No. 1 being in the central region of the cornea while in No. 2 


the opacities extend io the limbus. (b) The effect on vision. 


- Patient No. 1 came at the age of 47 years not complaining. about 
poor vision, but owing to conjunctivitis, while No. 2 came at the 
-age of 17 years owing to poor vision. Re 


The first description of reticular dystrophy was given by 


Biber (1890). He described three patients who were unrelated to 
each other. With transmitted light he: saw a fine mist-like 
“epacity which was composed of long and short fine lines. 


“They run in various directions, and sometimes cross each 
other. They remind one of a birch twig branching here and 


.there. Ledge-like projections on the «surface of the cornea 


appear to correspond to those lines.’’ By means of oblique illu- 


‘mination he observed that these superficial ledges were partly trans- 


parent and that consequently these grey lines were caused through 
irregular refraction on the part of these ledges. 
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Haab (1899) presented other four patients with this disease all 
belonging to, one family, three in one generation and) one in ‘a 
younger generation. He writes about the condition. “‘ the fines 


_ show in general a radial arrangement, especially the longer ones. 


Moreover they are often forked, the fork being open towards the 
centre’ of the cornea. Still one sees here and there a fork that.is 
open towards the periphery, Some. of fhe lines bend after run- 
ning towards the centre of the cornea forming an arc of a large 
circle. The lines have throughout a. somewhat wrinkled or un-— 
dulating course and their arrangement reminds one of twigs or — 
figures which. one sees on a frozen window, Between-the lines 
one sees small grey spots and points.’’ He goes on to say that - 


‘the figures are transparent and light refracting, so that forma- 


tions that look like drops of water correspond to the small spots, 


- and the lines.are like ledges which resemble threads. of. crystal.’’ 


All these changes were most numerous in front of the periphery 


of the pupil.” 
Dimmer (1899) described three decuihecs: of a family who had 


_ lattice-like opacities of the cornea. The central corneal region © 


showed nodular and crystallized raised parts. Surrounding: this 
region were very delicate anastomosing lines, These lines be- 
come visible.only with special illumination (reflected light). From 
this time onwards many cases were published, some agreeing with 
Groenouw’s first case, and others with the Biber, Haab, Dimmer 
type. -Others again, Fleischer (1905) especially, maintained, that 


-all cases of corneal dystrophy were of the same type, and should 


‘be classed under the name ‘‘ Familial Corneal Degeneration.” __ 
Some English investigators Spicer (1904) Doyne and Stephen- 
son (1905) were of the opinion that the two forms could be seen 


- in the same family and that transition types could’be demonstrated. 
_ Doyne and Stephenson (1905) stated ** The two diseases, then, 


agree in several particulars—as for example that they begin about | 
the period of puberty ; that they are accompanied by insignificant 
signs of inflammation; that they attack at first chiefly the central 
parts of: the cornea; that they are slowly progressive; that they 
probably represent not an inflammatory but a degenerative process. 
Then, lastly there is the fact that the sensitiveness of the cornea, 


particularly as regards the central region may be impaired; and, 


finally that both conditions tend to run in families so to speak. 

In short there is so close an analogy between the ‘* nodular ’’ and. 
the lattice-like conditions that it is difficult to avoid a suspicion 
that they are at the root one and the same affection.’’ 

An American investigator Judd (1983) was also of the opinion. 
that nodular and lattice-like degeneration of the cornea could be - 
present in the same family. 

Bucklers (1938) publaned the result of an tayestEneon that he 


| > 
% 
| | 
4 
‘ 
, 
t 
- 


Kosy: 


undertook for the’ German Government under the sterilization’ of 
the unfit order. This study proved genetically and clinically that 
there are three types of hereditary corneal | ‘dystrophy, a dominant 
granular type, a dominant lattice-like type'and a’recessive macular 
type. A totalnumber of 129 affected patients were examined, 91 
were of the granular type, 32 the ‘spotted type, and 6 the lattice: 
like type. Affected’ patjents previously examined by Fleischer, 
Tritscheller and Gilch were re-examined and te-classified in certain 
instances; this was comparatively easy when ‘there were other cases 
of the same pedigree for comparison. Bucklers-states that the in- 
vestigators who maintain that the granular type and lattice-iike 
type occur’ in the same family and pedigree: never actually 
examined a genuine case of lattice-like corneal dystrophy, as there 
is no similarity between the two lesions. Doubt might arise about 
the ‘diagnosis between an isolated case of well-marked. granular 
corneal dystrophy and the macular type; but as the transmission 
is different and the distribution of the sommcair® is different, no 
real difficulty should now be encountered. » 

An attempt has been made by many ‘to classify’ the 
disease, but as the classifications were based mainly: upon the 
shape of the opacities it can be understood that few had any real 
scientific foundation. The chief difficulty appears-to have been, 
that the rarity of the disease made it impossible for the various 
authors to see any other cases.’ They had therefore to depend upon 
written descriptions and drawn illustrations for. comparison. | It 


will’ be of: interest to study some of the published classifications 


and the of the disease as by authors. 


of the as. ay the Author 


AURAND (1935). —Grill-like keratitis. ed 
BonneTiand Bussy (1935).—Nodular (Groenoow). 
‘BRAvV (1935).—Familial corneal degeneration. 
DIMMER (1899).—Superficial lattice-like eorneal opacity. 
DoyvneE and STEPHENSON (1905).—Familial of cornea, 
(1904).—Familial spotted,corneal dystrophy. 
FISHER (1936).—Congenital corneal opacities. 
FLEISCHER (1905).—Familial corneal dystrophy. 
Fucus (1915).—Nodular form of corneal opacity, 
GREENWOOD (1931),—Lattice keratitis. 
GrRoENOUW (1890),—Noduli corneae. 
BaaB (1899);—Lattice-like keratitis, 
» Jupp (1933).—Nodular degeneration of the. cornea. 
1927).—Superficial reticular degeneration. 
MAcRAE (1933).—Tesselategl opacity of the.cornea, i 
PATERSON (1907).—Reticular keratitis... 
ROLLET (1933).—Hereditary and familial keratitis ‘and corneal degeneration, 


SaTaNowsky (1932).—Keratitis’punctata 


SPICER (1904).—Nodular opacities of the cornea. | 


} { 
| 
| 
| 
| 
| 
is 
| 
{3 
° 
- A 
| 


HEREDITARY CORNEAL. DystRopHY 


VEASY (1904). —Familial macular degeneration the 
WorTON (1912).—Punctate’ crystalloid deposits i in both corneae: 


(a) Familial. (0) Now-familial, ates 


2. Nodular Corneal Dystrophy. 
A—Familial. (a) Lattice-like opacities. (b)Fine punctate. 
Nodular (Groenouw). Lattice ike Dimmer) 
(c) Familial 


2. Nodular (Groenouw, Fuchs), 
3. Spotted, familial (Fehr). 


‘Opacities similar but more pronounced. 
) Discs and small dots, and in addition ‘a number of 
lie in the. layers if 
3.. Familial spotted degeneration of Febr. Ne 
5. \Leucomatous nodular’ of the cornea) als Yoshida, 
Salzmann type. 


‘Choe (1932). 
1. Groenouw type. ‘ 


2. Fleischertype. «2 vii 

1. Nodular (Gunn, Fleischer). 


2, Spotted (Fehr, Rosenberg): : 
3. Crystalline (Tritscheller. Von Went, Weibaut, Von Hippel)... 
4. Lattice-like (Freund, Fleischer).. 

Mixed and transition types and Dimer 


1. Fleischer type.. 
. 2. Haab-Dimmer type. 
3. Groenouw type. 
1. Granular corneal dystrophy (Groenouw (1), Fleischer 
Spotted corneal dystrophy (Groenouw (2), Fuchs, Febt: Fleischer). 
3. Lattice-like (Haab, Dimmer). 


Nodular type (Groenouw). 
2. . Reticular or lattice-like type (Biber, Haab, Dimmer), 
3. Ring-shaped type (Fleischer). 
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FRANCESCHETTI and STREIFF (1940), 
1. The recessive type of d strophy of sha: cornea, dyutiophth ~corneae 
maculosa (recessive form of Groenouw’s familial corneal dystropy, 
corneal dystrophy of Fehr). 
2, Dominant type of dystrophy. 


(a) Dystrophia corneae (nodular). Dominant form 


of Groenouw's familial corneal dystrophy, granular erumb-like 


corneal dystrophy. 
(6) Dystrophia corneae reticularis. Lattice-like corneal (Biber. 


Haab, Dimmer). Lattice-like 


ee is unfortunate and there is,no doubt that the use by. Groenouw 


of this word, misled many investigators into thinking that the 

nodule was the distinguishing feature of the disease, while in fact 

it is a common feature in all three types. Several call the disease 

Groenouw’s corneal dystrophy. As Bucklers (1938) proved that 

y / _ Groenouw’s origina) two cases were of a different type, it is impos- 

| sible, unfortunately, to give to any one type the name-of the 
origina) discoverer of the disease, and at the same time prevent 

confusion between the granular and macular types. - This 
| mistake of, Groenouw’s. also undoubtedly confused future 
. investigators, as cases were encountered which differed 
from the origina) description of the granular,type. Keratitis 


crops up frequently. Surely this term is improper. having regard 
to the fact that, in several instances, there have been no attacks 


of pain or redness at all; in other instances in which attacks. of 


A and have succeeded, not preceded, the peer 


Heredity of the Disease 


That the iienanss is famjlial was first noted by Fuchs (1901). Both | 


males and females are affected and the disease can be transmitted 
through either. Pedigrees of considerable extent have been pub- 
lished, showing that the granular and the reticular types are trans- 
mitted in a dominant manner. Descendants of the healthy are, 
and always remain healthy. Pedigrees showing the disease directly 


rr transmitted through the following number of generations have 


been published. 
| Three generations.—Freund (1904), Doy ne and Scaphwandes 
| (1905), Reigel (1938), Hess (1905), Judd (1933), Saeboe (1935), 
| ‘Freiberger (1936). 
Four generations —Pillat (1922), Groenouw (1983), Bucklers 
(1938). 
Six generations.—Tritscheller (1921), Frykholm (1935). 
‘Sporadic cases of corneal dystrophy have been published. and 
shown at ophthalmological meetings, while again several 


inflammation have been noted, such attacks have been emai: 
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were’ brothers and sisters, with healthy parents and offspring. Pic 
Macnab, (1907 and (1914), Evans, (1930), Fehr, (1904), Moxon,’ ete 
(1914); ‘Cardell, (1981),'- It would appear therefore that corneal 
_dystrophy is not always transmitted in a dominant way. Unless’ 
parents and’ children of affected cases were actually examined by ~ 
an ophthalmologist, however, the statement made by a patient that _ 4 
there was nothing» wrong with their: parents’ or children’s eyes — a 
cannot ‘carry much weight, as the vision of those affected with: ie 
granular corneal dysttophy varies little from normal until well - 
over middie age, so there is a probability that several cases pub-. 
~ lished were transmitted in a dominant way, and were genuine cases 
of granular corneal dystrophy. Bucklers (1938) imvestigated 7 | 
pedigrees of corneal dystrophy and found that in 5 of the pedigrees 2 
all the affected siblings belonged to the one generation, no affected | 
ancestors or descendants could be found. In two pedigrees, besides 
one parent, several children suffered from the disease. It was found : 
_ that both the grandparents and the parents had married blood 23 | 
relations. In al) the pedigrees investigated, Consanguinity was | * 
present. The blood relationship some of the pedigrees’was/ 
_very obscure and had to be traced back 8 to 11 generations. 
“As two modes of transmission are now known, hereditary corneal 
dystrophy can be divided into two main classes, the classes being 
sub-divided into their respective groups. As the ‘aetiology of 
the condition is still quite unknown, a word describing the opaci- | 
ties is possibly still the best term to use for the sub-groups. _ As so 
much confusion has arisen through using the term nodular, fT 
would advocate the use of the descriptive term of ‘* granular ** 
dystrophy and suggest that the term “ nodular ’’ be abandoned 


because it has caused so much confusion. . 


HEREDITARY CORNEAL DYSTROPHY 


Dominant transmission Recessive transmission 


(Groenouw 1) Macular (Gcoensuw 2,-Febr). 


Granular, Corneal Dystrophy.—This. is a dominant. disease, 
affecting both male and female. The disease begins in the first 


decade the youngest reported case being 2 years old (Saeboe), The 


- opacities are first seen as fine. dust-like dots, discs..or circles, 


situated below the epithelium in the axial region .of the cornea, 
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_ These dots ron form radial lines, hence the confusion between. 


early granular and lattice-like types, Over number of years.the 


opacities multiply and coalesce to form clumps: ‘he clumps are. 
of a greyish colour, irregular in outline, and have been compared 
to crumbs of bread.’’ These clumps are individually sharply. 
circumscribed and occupy ‘a disc-shaped. area of about 5-7.mm.. 


in diameter in the central region, of the cornea. _ They “are. mostly, 
situated in the region of Bowman's membrane, but are.also found 


_ in the parenchyma as deep as Descemet’s membrane, The Sarasa, 


between the particles and also a marginal zone of 3-5 mm. is quite 
clear, Vision in youth is unimpaired, _ 

In the second decade the refraction usually changes, tepodaitict 
astigmatic, mixed or myopic, but vision can be kept near normal 
with glasses. In middle age vision becomes affected but there is 
no’ definite irresistible progress of the disease, vision in some 
cases being remarkably good, even in old age. In old age the 
surface of the cornea becomes slightly irregular. Sensitivity in 
3 majority of cases is normal. 

Reticular Corneal Dystrophy is transmitted in a dominant way. 
it also commences in the first decade of ‘life. Until middle age is 
reached, no corneal abnormality can be seen by, macroscopic 
examination. Yhe opacities are first seen in the axial region of 


the cornea as transparent nodules like ‘‘ drops of water ’’ (Haab) 
, which raise the. surface epithelium. In the intermediate zone 
‘opposite the periphery of the pupil, fine anastomosing branch- 
ing lines form a lattice-like network. Unlike the opacities of the 
granular type, the lines are channels. and fissures filled with a 
clear substance having a different refractive index from the sur- 
rounding cornea. These lines can only be seen with high magni- 
fication and reflected light (Dimmer). Between the lines are inter- 
spersed fine glassy, reflecting spots. The surface of the cornea 
becomes irregular at an early age, and it is this surface irregularity 
that causes the diminished vision at: an Saige age (Bucklers). 
Corneal sensation is greatly diminished. 

Macular Corneal Dystrophy .—This disease is transmitted in a 
recessive manner, consanguinity. being found by Bucklers i in ‘the 
7 pedigrees he investigated. 

The disease commences in the first decade as a fine, diffuse 
opacity rapidly occupying the whole cornea. In the axial region 
the opacity consists of greyish spots of various shapes. The spots 
are larger and whiter than in the granular type. The opacities in 
the central region are mainly superficial but near the periphery 
they are mostly in the deeper parts: The epithelium is irregular 
and often traversed by pigment lines (Bucklérs). Sensitivity is 
greatly diminished. Vision is early and in is 
reduced to finger-counting. 
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Fite. 1. 


Granular corneal dystrophy. 
Figs. 1, 2 and 3 are copied from Die Erblichen 


Hornhautdystrophien by Bucklers. 


2. 


Reticular corneai dystrophy. 
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Fic. 5. 


Photograph of V(34). Opacities seen as a central plaque 
macroscopically. . 


1 Fic. 6. 
| VI(70) as seen with the slit-lamp and corneal microscope. . 
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surface: 


WE All are affected, the-eyes: within’ reason 
aoe limits symmetrical opacities. 
2. All commence in the first decade of tife. 


4, Vascularization i is 

Attacks of pain are common. 

The region’ of the cornea furthest is 
affected, and in’ case of the is region 


affected: 


7. The aetiology is EMEP 
8. All are resistant to any of: treatment. 
9 "None is associated with any other ern disease or defect. 


(CHIEF DIFFERENCES 


57 


PFO? 


Granular 


Situation of opacities 


Irregular dis- 
crete granules 


Axial region 4 


PEE 


Vision. . | Good antil 
~middle age 
Transmission 


Corneal Sensation 


Dominant 


| = 


Interlacing 


Dominant 


lines and, 


.| nodules 


Axial region 


Bashy affected: 


t 


Defective. 


Spots. being 
so. numerous 
as: to form. a 


- diffuse opacity, 


Whole cornea 
but more 
dense in axial 
region 


| Early affected. 


Reduced to 


finger-count - 
| ing in middle 
age. 


Recessive 


-| Very defective 


My: Own Tavestigationst 
_ This investigation began in 1938 and fortunately ‘considerable 


progress. had been .made before the outbreak of War, 


Since 


hostilities started contact has been kept up with several of the 


The expenses of this were bya grant the 


Research Council. 


Att 


‘ ‘ 
‘ 
~ 
‘ 
jx ts 
= 
. 
had >» . 
i 
{ 
: 5 
j 
4 
, 


affected members, but owing to transport difficulties and War 
duties, it has. not been: possible to interview certain pucmnbvers | ‘of 
the pedigree. 

The investigation commenced subsequent’ to the diagnosis of 
hereditary corneal dystrophy in»a 31 year old unmarried) woman 
VI(70). She came to the out-patient Department, Chalmers Hes-. 


pital, Banff, complaining of sore eyes. I had not previously en- 


countered an instance of this disease, and the diagnosis was 
arrived at through comparing the slit-lamp appearances with the 
descriptions of nodular corneal dystrophy given: in Koby’s Slit- 
lamp Microscopy. - When it was realised that the condition was 
hereditary, I visited the woman’s mother and found that she was 
suffering from a similar disease. This ‘woman was most helpful 
and her ihformation was found. to be very reliable. She was aware 
that several of her relations suffered from an eye defect of a peculiar 


‘nature, and every one she; named) as possibly being affected, 


actually suffered from this disease. Reliance could therefore 
reasonably. be placed.on her opinion of the eye condition of 
deceased relatives, upon whom no eye examination had been made 
by an ophthalmologist. Most of the members of the pedigree are 
fisher people and fortunately reside in the North East corner of 


‘Scotland, in fact twelve of the affected: members reside in the same 
- town within half a mile of each other. No difficulty was en- 


countered in interviewing or examining any of the members, all 
were very friendly and willing to co-operate. 
Method of examination.—Miss M., VI(70), the first 


patient; was admitted into the Eye Ward, Aberdeen Royal 


Infimary, and ‘a complete investigation was carried out. He. 
corneal opacities were- examined by 
- 1. Naked eye. 
Lister-Morton ophthalmoscope with D. lens 
in the aperture. ° 


“Oblique illumination supplied by ‘the tuminous ophthalmo- 


scope with the battery of lenses eeeored, and eer 
loupe 
4, Slintemp and corneal microscope. 4 
In reviewing the literature it was realised that a i considienabto 
amount of confusion arose from the fact that no uniform method 
of examination and magnification was used. When a description 
of the opacities was given,.often it was not stated whether. the 
description was that. of low or high magnification. Obviously a 
more detailed description: of the shape and nature of the opacities 
can be given when examined by the slit-lamp than with the bino- 
cular loupe. It was soon realized that the pedigree was of consider- 
able. extent and that many could not be examined with the slit- 


lamp, so with this original patient an effort was made to familiarize 
\ 
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the appearance of the corneal opacities by some means that was 
easily transportable, and allowed of the patients being examined in 
their own homes. It was soon found that: the best’ method for 
diagnosing the condition was by method 2. 5; 

The opacities could be easily seen as black opacities. against the 
red fundus reflex (Fig. 4), Their shapes such as disc, circle, 
club, comma, irregular, fine lines, and their distribution and 
number, could be easily-estimated. Inno case was any difficulty. 
found in saying whether the cornea was clear or otherwise, nor 
was there ever any reason to. classify any of the affected patients 


_ as reticular corneal dystrophy. 


Fortunately few cases were encountered who were ie the age : 
when the opacities are known to become visible, and who would 
possibly have the disease:. These young members, actually eight 
in number, were examined with the slit-lamp with negative result. 

Method 3 was then used to ascertain the colour of the opacities — 
and their approximate depth. in the cornea. The polish and 


smoothness of the cornea were observed by daylight in front of a 


window, and at the samé time the naked eye appearance of the 
cornea was noted as to the. visibility or otherwise of opacities. 
Only in a few cases could the opacities be seen macroscopically. 
The vision was recorded. and the. refraction estimated. Corneal 
sensation was tested by means of a pointed piece of cotton-wool. 
A careful medical history was taken of all cases examined irrespec- 
tive of whether: they had corneal dystrophy.or not. It was soon 
found that the majority of ‘the affected membérs had periodic 
attacks of inflammation and pain, and the description of the attacks 
was so similar, that they are undoubtedly part of the clinical 
picture. Note was made of the colour of the iris; a large number 
had blue eyes, not a single instance was encountered where an 
affected case had brown eyes. One member had one iris blue and 
the other brown, but she had not unilateral corneal dystrophy. _ 
With the help of the Galton Lavoratory, London, the blood 


| groups of 52 members were determined, no correlation was found 
between the blood group and the corneal dystrophy.. 


BLOOD GROUPS ¥ 
Pedigree No. Blood Group 
IV,7... . A2M 
. AIN 
6 _AIMN 
OM 
V,18... OM 
V, 20... AIMN 
A2MN., 
V,2 ON 
Hlasband of V, OM . 
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Wife of 


‘BLoop 
“Pedigree No. 


“Wife of V, 29, 


ov! 33°) 
v, 34.0, 


Wife of. V,37 


PNAS 
VI, 1K 
VI, 14... 
‘VI, 16 
VI, 17 


18 


ie 


VI; i 
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of VI, 50. 


VI, 51 
VE, 53 
VI, 54 
“VI, 55 
E57 


VIL, 
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MEMBERS WHO HAVE A 
PIGMENTED IRIS 


Generation 


Pedigree Number 


VI 


4, 7, 9, 56, 66 
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tA age 90 years, IV (7). "He states that his vision has been bad for a long 
time and that he has been unable to read the newspapers for at least 30 years. 

He was a fisherman up to. about 40 years of age, and said that he had good sight 
up to that time, and could read small print quite well without glasses., Hethen — 
left the sea and.started kippering. From then, and up to about the age of 60, he 
had frequent attacks of pain, redness and photophobia of the eyes, and, his vision 
gradually got. dim. He blames the smoke used to kipper the herrings as the caus: 
of his inflammation and of the subsequent dimness. 

When War was declared in 1914 he offered his services as a mine-sweeper, and 
although he says, that he could only read the large letter on the test card, he was 
passed as fit for mine-sweeping,. He was in the Navy for three Lady and. bai he 
managed to. perform-his duties. quite satisfactorily. . 

Ophthalmological examination:: .The palpebral fissures are narrow and hate is: 
slight palpebral conjunctival redness. ..No abnormality of the corneae can ‘be ‘seen 
with the naked eye. The pupils are small and react to light. ; ‘The: ‘tension is normal - 
and the anterior chambers are. of medium depth. 

R.V.: 1/60, not improved ‘with:lenses: L.V. - 3/60, not imprcved with lenses. 

There is @ central scotoma ‘for redand green. He smokes 2ozs. black tobacco 

week. 
Pe The central areas of both ‘corneae are seen to be studded with dozens of small 
grey spots of various sizes, mostly round discs, but ‘some inthe form of rings with 
clear centres, a few fine'lines and some aggregations of dots forming irregular clumps. 
All are well forward in the cornea. There are several raised nodules on both, makin 
the surface slightly irregular. The area occupied by the opacities is circular a 
entirely covers the pupil. There is a round white corneal opacity, about 3 mm. 
in diameter near the limbus down and out in the right eye... Apart from this isolated 
opacity the peripheral zones of both corneae are entirely transparent _— clear 
from opacities. The corneal sensation is normal. . 

He states that when young he had three attacks of rheumatic fever and was in bed 
, on each occasion for nine weeks. -He has had no other illnesses. 


2. James L., age 62 years, baker, V, (20)..“ He has known for many years that his. 


vision was poor. He was rejected for military service during.the Great War owing 


to poor eyesight. He has been continuously employed as a baker, and is still working 
at his trade. He has been unable to read the newspapers since 1930. 

He was examined in the Eye Department, Aberdeen Hoyel Infirmary, in 1932, 
and the following description is abstracted fromthe notes. 

Pupils unequal, left being greater than the right. Both Feat poorly to light. 
Tension normal. 

- There are numerous grey spots situated i in the ‘substance of both corneae, covering 
rather more than the pupillary area. In places the opacities form streaks and are 
at varying depths. Sorthe are like commas,.some cones and some strands. 

R.V.: 5/60, not improved with lenses;with +8-0 D. sph. J. 10. L.V.:. yi 
not improved with lenses, with +8-0‘D. ‘sph. J. 10.. 

Corneal sensation normal. 


‘With the ophthalmoscope there is a dull red reflex, but no details of fundi can: oe 


seen. Fiélds with hands full, no central s¢otoma for colour. . 


When I examined him.in 1938 he was suffering from angular conjunctivitis. The 
upils were small, the left greater than the right. Both reacted actively to light. 
ension was n 


R.V,.: 5/60, not improved with lenses, hypermetropia about 2-0 D, sph. , ie 


4/60, not improved with lenses, hypermetropia about 2-0 D. sph, With. + 5-0 D. sph. 
added J,..20, 

Corneal sensation normal. “Surface irregular. Corneal opacities seen with naked 
eye, occupying the central area of both corneae and covering the pupils... The.area 
of the opacities is roughly circular and occupies an area of about 2/3. of the cornea, 


* With the ophthalmoscope the opacities are seen to consist of small discs and rings 


mostly, but there are. a number of larger irregular, clumps with crenated, edges. 
Some of the aggregations of dots have a feathery-like formation. _ Most are greyish- 
white, but some are slightly brown, All the opacities are situated in the sapere 
layers of the cornea. 

No details of the sundi. could ety with the ophthalmoscope. 
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Peculiar Corneal Opacities. 
Comes on account of swelling in R. 


R.V.: 6/6p- Hm.+0-5. J.lat L.V. : 6/6p: +0-5. at 10 
OR. nea:ly citcular semitransparent 2 mm. diameter hemispherical jelly-like 
swelling at sclero-corneal margin. 
Pupils ‘active, size 3} mm., anterior chambers perhaps. slightly too deep. , 
Something noticed on R. by someone 6 months ago. It had same appearance as 
at present. It gave no trouble until 1 or 2 months ago. Since-then she ‘has had - 
! ‘slight attacks of redness, with slight photophobia, with a little matter at the canthi. | 
; L. has not been affected. H. and c. to both. Pupils well dilated and circular. 
There $ is no evidence of old iritis, No opacities in the vitreous. In the L. there’ is 
a small patch on the upper and inner ae of the disc. 
: Both Corneae: The spots are symmetrical, they are all white and sharply defied, 
die all are much about the same size, but vary in shape: They are thickly and evenly ; 
distributed over most of the surface of the cornea, but there is quite a definite clear 
part of the cornea separating them from the corneal margin.. Iu both this clear 
; area is broadest above. The dots are quite superficial and are mostly circular, 
ip Some of the circles are of uniform whiteness throughout looking like small discs. 
: Others consist of a small ring enclosing a clear part.of the cornea. Other discs 
4 have simply a minute transparent part in the centre. There are a few crescents and 
one or two linear opacities. These are connected with one or two of the discs. 
‘bh There are also a number of minute white dots. Cornea quite smooth on surface. 
- She has been a healthy woman. Typhoid, otherwise quite healthy. 
¢ -and has 5 of a family, no miscarriages. Patient is oldest of a family of 8: All well. 
No eye trouble. Both parents alive and well. No relation to each other. 
July 12,.1902.. There is no change in the condition, surface of cornea not raised. 
' There is no haze of cornea between the dots. Thyroid gland not enlarged. fe 
My own Examination : Eyes last examined by Dr. Usher in 1902, Since then 
there have been frequent attacks of pain and inflammation of beth eyes. Pain was 


very severe and she had to go to bed. Attack’ lasted for about a oibiié Last attack 
18 months ago. Vision has been very dim for years. 

- bt At junction of middle and inner 1/3 of Right cornea there is a dense white vertical 
pe Between this opacity and edge of cornea there is a vascularized less dense 
the den There is a well marked complete arcus senilis. which is dented opposite 

dense 


opaci 
6/60, with lenses. LV.: 5/60, ‘no improvement with 
tas, with +3-0 D. sph. J.2. 
Dr. Usher re-examined this ‘patient the same day and said that the central corneal 
opacities occupy more of the clear cornea than they did in 1902. : 
The opacities consist of discs, circles and lines but mostly irregular clumps. . 
Some of the opacities are pigmented. Opacities seen with naked eye. Surface of 
cornea smooth. Corneal sensation normal. 
.4,- ALEXANDER McC., age 67 years. V (25). He declares that his eyes have 
always been good, but lately does not see so clearly at a Seana: He uses: somipude 


else’s glasses for reading. 
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ges or redness of eyes. 


—0:5.D. 
RV.: 6/12 with =6/9. L,V.: me with —1l D,cyl. 90°=6/9. With 


42:5 D. sph. J. 1. 


5. WiriraM McC., age 62 years, fisherman. V (27). This patient has not had 
his eyes examined previously. He has no complaint about vision, has not peovionsy 


“worn glasses and can read the newspapers easily with the naked eye, No history of 


sox Avg attacks of pain or inflammation. Eyes quiet. Pupils active. 
6/60, with —3-5 D, sph, 6/12. . L.V. 6/18, with —1-0 D. sph, 6/6> 
In the central region of. both corneae there are the typical opacities found in the 
other members of this pedigree. . The opacities are of two main varieties as seen 
with the ophthalmoscope and plus 20 D. lens, (a) ireeulenly shaped opacities well 
spaced and scattered between, (b) small: round 


6... Joun McC,, age 40 years (1930), V (29). from Royal 
‘Infirmary Notes—February, 1930. Corneal degeneration, familial. guttae i 


Complaint ; Not seeing well with present glasses. Eyes very sore. 

R.V. :-1/60, with —10-0 D, sph. = 6/60, without any: 14 close, 
L.V.: 1/60, with —10-0 D. sph, = 6/12, without. glasses J.1 

Tension normal, pupils equal at active to light. Palpebral Saved aie: Both 


_corneae studded with greyish spots, some Fiagalen, some curved. The right. fundus 


shows myopic macular changes. 
-I examined him along with,Dr. Usher in his own home on August 21, 1938. 
Both eyes slightly red, pupils active, tension normal,. Both 
grey dots, clumps and circles. No roughening of surface. Sensation normal 
Periphery of cornea clear. te 
R.V..: With. glasses 1/60. LV. : With’ —12-0 D. sph. 6/12. 
He says that he has often had attacks of inflammation that last for about a week. 
7. Joun L., age 69 years (1938). V (30). He says that he has had.frequent 
attacks of inflammation of the eyes, an attack lasting for about 3 days, Pain very 
severe in and above the eye perewnts sleep. Attacks were more frequent inane 
snow was on the ground and after being exposed to wind. He has been a 
all his life and says that he had no trouble with his eyes up to the age of 20. . He es 
suffered from right-sided trigeminal neuralgia for nine years. He has had no other 
previous illnesses. The left pupil is greater than the right, both, react to light. 
Central region of both corneae studded with discrete dots and a few clumps, Surface 
of corneae smooth, ‘sensation normal. 
This patient died on April 5, 1943. I was fortunate to get permission from his 


_Next-of-kin to, remove his eyes and this was done about an hour after death. 
_- 8. ANDREW L., age 67 years, fisherman,. V (31). _He says he never had: good ~ 
eyesight. No attacks of pain or inflammation, Has. glasses for reading but never 


had glasses for outside use. He is a line fisherman and often fishes for crabs. Crab 
traps have to be placed overnight, and. the pos of the trap indicated by means 
of a buoy and flag. He says he can steer his small boat out and into harbour and 
can see the trap flags. He has had twosons. One died age 8 months. The other 


was accidentally killed aged 25 years. According to his father his eyes were examined . 


by a Post Office doctor 2-3 years. previous to his death, and were said to be perfect. 
Eyes quiet. Pupils active, tension normal, anterior. chambers. rneal 


“sensation defective. Surface of cornea smooth. ities not seen with the naked 
ger —1-5 D, sph. 
660 wit == 6/12. 
—4-0' D, cyl. 90° 
_—3:0 D. sph. 
Lv.: 2/60 with 6/36.With +3:5 D. sph. added J.1. 
D. ax. 90° 
Corneal consist of numerous grey spots, some irregular clumps ‘and 
several fine All are in central region of the cornea, 


9. ALExr. L., age 63 years. V (33). Came to have his eyes examined as he 


could not recognise people in the street. He says his distance vision has been bad 
but that be saw wel before the Great War. He has not 

» from occasional.a 


or .worn glasses... For many years he suffered 
ton was caused by the wind that wae alway present inthe howe of the drifter 


corneae. studded with 
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upon which he worked. He admitted, however, that eyes were inote' sensitive 
; than his fellow seamen to the cold wind. “Heis-married but has no ‘famil a 
Examination ; Eyes quiet, pupils equal and active, fension 
No ‘abnormality ‘of ‘seen with naked eye. 
} —0-75 D. cyl. 180° 
fi °- With the ophthalmoscope it is seen that both corneac are ‘studded in the oetitral: 
with discréte opacities. Some disc’ shaped, some ‘circles and several fine 
“lines. All opacities’ are ted by clear corneal tissue: periphery’ of both 4 
corneae is clear. Corneal surface is smooth and the sensation is normal: Both 
len: clear. Fundi normal. > 
10, Mrs. Mary JANE M., age 58 years. Dimness of vision for many : 
years. Never previously ‘had eyes exathined. 
At the age of 16 she had inflammation of the eyes with “pain and 
fea | Up to about 40 years of. age there was.a recurrence of the inflammation aBout twice 
4 early. After each attack vision was always worsé.- General health has been good. 
} She bat hed three of family. : 
* Eyes quiet. ‘L.: pupil greater’ than R. Both active to light: Tension normal, - 
Movements full 
Irregular grey opacities seen with naked eye on ‘centre of both corneae occupying 
a a slightly larger area than the pupil. Corneal sensation normal. No irregularities 
riace. “The corneal opacities of this patient are larger and more’numerous than 
ate present in any of the other cases observed ; when viewed ata few feet distant 
= are as a grey plaque occupying centre of the cornea and 
e pupil (Fi 3 
RV.: 2/60 ‘with 10-0 D. sph. 6/36 (—1). 
LN... 2/60 with —10-0 D. sph. 6/36 (—1)- 
i. and c, to both. ils dilated and round. Lenses clear. " Fundi appear 
normal, without leus reads aye close. Says she can read the large newspaper type 
if she shades het eyes. 
advine? gutt. atrop. sulph. ‘} per cent. twice ‘weekly to right. 
ribed —10-0 D..sph. R. and L.- 
wi week later: R. red and lids swollen, atrop. Pupils. aitatea, advised 
to atrop. (Only one application had been used.) 
week later: Eves quiet, sees much better with her 
Jamzs L., banker, age 23 years (1906). (36). from Dr. Usher's 
¢ ahah Aberdeen Roval Infirmary, January 2, 1906. 
Peculiar symmetrical corneal opacities. “Dimness of vision, worse in L. Ye 
weeks: Previous attacks 3 to ago, Pain and redness. 
1- -0 en” 
LY.: 6/60 with —— ~= 6/12. 
? D. cyl. ax: 30° he, 
Pupils circular and react fight. Homatropine beth. Pupils dilated and 
circular. Oph. fundi normal. No choroiditis, examined far forwards. No vitreous 
opacities. Symmetrical punctate opacities of corneae. They occupy nearly the 
whole of the cornea, but the margin ‘is quite free from spots. 
The opacity consists o’ a large number of faint grey dots with a diffuse very faint — 
: opacity Detween dots. On magnification the dots are found to be circular and in some 
cases ring shaped. They do not appear-to be raised. None of them is pigmented. 
May 29, 1906. With his glasses—R.V. 6/6, L.V. 6/12. : 
12. MARGARET L., age 50 years, music teacher. V (45). She has known that 
f something peculiar was wrong with her eyes since she was 18 years of age» At that 
. time she was examined at the Aberdeen Royal Infirmary and glasses were prescribed. 
Since then she has had occasional attacks. of inflammation with great pain. There 
were years between the attacks, and an attack lasted from one to two weeks. Pain 
/ was So severe that it kept her from sleeping, and she was most comfortable in dark- 
“ess. On naked eye examination her eyes appear 
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RV. + 6/12 with 6/9 mostly. 

‘ + 0-5 D, cyl. 60° 

mostly. With +1-5 D. added J.1._ 

D, cyl. 30°. 


the ophthalmoscope and 26 D. lens the od 
to be covered with small ¢ discrete dots with ‘Clear cornea, between, There is no 


: generalized haze. The affected area is circular and the peripheral zone | is quite 


clear. Most of the dots are grey coloured but some have a brownish 


corneal sensation is ‘normal a and the surface regular, Both lenses are clear and ‘the 


- fundi normal. She had two brothers, one is still alive, age 58 years, and has 6 ota 


family. His eyes are clear and likewise the eyes of all the family. Aaother brother 


died, age 32 years, of some obscure cerebral disease. On exatnining the Aberdeen 


Royal Infirmary’s notes I found that his temperature was 108° F. and that he was 
lysed on the left side. His eyes were examined then by Dr. plier and apart 


from a left internal strabismus nothing abnormal was seen. 


13. -Mrs. C., age 40 years. ‘VI (36). This patient came to see me at my request. 
Eyes not previously examined. ‘ 


She-has had several attacks of inflammation. of the ayes ‘with severe pain and 
photophobia. The attacks always come on when'she is not feeling well. The last 


attack was 4 years.ago, when she was pregnant. She has no complaint about vision. 


Eyes no opacities seen by naked eye examination. Deepish 


chambers. Pupils equal and active. Tension normal, 
R.V.: 6/6p. with + = mostly. 
LY.: : 6/9p. with.— = 6/9. 


+ 0-75 D. cyl. ax. 105° 
In the axial region of both corneae there are numerous grey “opacities, Some ar 
very small and round, but mostly they are irregular wie! ta some club‘shaped. No 


“Vines seen. “Surface of cornea is regular and sensation normal 


14. Mas. Cs age 38 years. VI (37). Came to have her eyes examined at my 


Bs 3 a very nervous woman and thinks all the family safiers from tuberculosis, as 
that was the disease that her father died of: She has had no serious illnesses, no 


married and has one gir). , 

Eyes quiet. Pupils active. Anterior chambers than Corneal 
opacities seen with naked eye. Spots very numerous, irregular shaped mostly, a 
number of fine lines present. some -right-angled formation. but. no reticulation, 
Periphery of cornea clear. Surface of cornea smooth. Sensation normal. 

Daughter's eyes examined and found to be normal. 

15. Mrs. P., age 3 36 years. VI (38). .She came to have her eyes examined at’ 

my request. Say: s she Sees well and has had no trouble at all with her eyes. 

R.V. 6/9p. with — 0:75 D, cyl. ax. 150°= 

L.V.: 6/12 with —1-0 D. cyl. ax. 30° = 6/6. yon 
- Corneal opacities seen with naked eye. With the o oscope and + 20-0 D. 
lens, the opacities are seen to be disc shaped but prostly as though 
some of the discs had joined. Sam Sak Surface of cornea 
smooth. Sensation normal. 

16. Mary Jane L., age 16 years. VI (42). She had not Previously had her 
eyes examined and ad had no complaint about her eyes, or vision. has had no 
serious illnesses, and is healthy in every way. examination eyes 
look normal. 


R.V.: 6/18 with — 6/9 and 
L.V.: 6/9 with 6/6 mostly and J... 


=i 25 D. cyl. 180° 


The pupils are large, ual and react normally to light ‘abt near vision. The 
corneal sensation is no the surface is regular: There are numerous small 
grey and brownish spots patente to central area of cornea of various sizes, a few 


‘comma shaped, a few ring shaped, and a few have a fine thread-like process running 
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in a horizontal direction. There is no reticulation, The areas between the. opacities 
are quite transparent. All the opacities are far forward in the substance of. the 
cornea. The peripheral zone is quite clear. 

With the ophthalmoscope and. +20 D. lens the opacities are shown up as black 
spots against the red reflex of the fairly large pupil, 
, can be very accurately observed. The fundi are normal. 

17. ALEXANDER C., age 47 years, seaman. VI (52). 

' He has been a healthy man all his life. No previous cabana thi of his eyes tidy 
He has never had glasses, but now has some difficulty with his rear work. 


Vision of both eyes 6/9, no refractive error, with + a? sph. J.1. Pupils active ; : 


corneal sensation normal ; cornea smooth. 

Grey spots in the central Yegion of both*corneae, spots fairly large but well spaced 
and clear cornea between spots. Peripheral zone clear. Fundi normal, 

18. Joun C., age 33 years, fisherman. VI (55). Eyes not previously examined. 
Has had transient attacks of inflammation, felt as though sand was in eyes. Thinks 
he can see perfectly. Is married but has no family. oe 

naked eye his eyes appear normal: Comeal: normal. 

—0-25 D. sph. 

R.V.: 6/18 with 6/6. 


L.V.: 6/18 with 6/9. 
: —0-75 D. cyl. 60° 


Fundi normal. are. oly, ‘well: Killed by 
enemy action. 

19. ARcHIBALD McC., age 21 years. VI (61). Says right eye has been dim as 
. long as he can remember. No attacks of redness or pain. Eyes quiet. Pupils 
equal and active, no squint of right. 

‘R.V. > 6/60. | Refraction mixed astigmatism, not improved with lenses. L.V.: 6/6. 

Opacities on both corneae consist of very fine dots, circles and a few fine horizontal _ 
lines. No fundus abnormality seen. His brother, James, had been operated upon’ 
for congenital.ptosis. six years previously. He has 6 D. of myopia, vision with 
glasses 6/12. Both corneae clear. 

Another brother, Wm. George, said his left eye has always been dim. 

R.V.> 6/6. L.V.: 1/60, refraction 16 D. of myopia, but no improvement with 
glasses. The mother’s eyes were examined and it was found—R.V.: 6/60 with 
+3-0 D. sph. 6/6. L.V.: 6/60, mixed astigmatism, not improved with lenses. 

20. GxrorGE P. McC., age 17 years. VI (67). He has not had his eyes 
examined. Says he sees well and has had no attacks of pain or redness of his eyes. 

Eyes quiet ; macroscopically corneae appear normal. ish anterior chambers. 
Blue-grey itis. Pupils equal and active. 

R.V.: 6/9 not improved. L.V.: 6/6 mostly, not improved. Fundi normal. 

In pupillary region of both corneae there are numerous grey opacities, mosth 
small discs but some circles with clear centres. All are discrete and are situated well 
forward in the cornea. 


21. Ina M., age 31 years, domestic servant. VI (70). Complaint = Eyes sore, 


not seeing so well both far and near. 

Duration : Has had attacks of sore lids 2-8 times a year ever since she left school. 
Eyes very red and painful two months ago. 

Past History : Took fits at age 15-16 and took one per month till last year, more 
since then. Bronchitis a year ago. No trouble with menstruation. Bowels 
regular. No cough.. 

Ophthalmological Examination : Borders of lids red, no ciliary injection? In the 

central region of both corneae are grey spots, some very small and some larger. 
None carfbe seen with the naked eye. are in the substance of the cornea. No 
irregularity of corneal surface. Corneal sensation normal. The majority of the 
} are circular dots, but some are ring-shaped’ and there are a few fine bortgoasel 
lines. No criss-cross formation.. More numerous on L. thanvon R. 
_ Vision—R. and L., 6/12 and J.1. Gutt. atrop. sulph. 1 per cent. to both eyes 

twice weekly. Cod-liver oil by mouth 

“October 22. Eye red, lids swollen, pupils dilated. (A e irritation.) rice, gaat 

discontinued. dmitted into Eye Ward, Aberdeen Ro Tafirmary. 
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General. > Chest normal. norinal,’ Heart. normal. 

B.P. 126/80. Knee and ankle jerks. present Urine—albumen—negative: 

_  Sugar—negative. X-ray of chest and sinuses “ calcified scars at R. hilus, no other 
evidence of infection. Paranasal sinuses clear.. W.R.—negative. 

. Slit-lamp Examination: Anterior and posterior surfaces of corneae clear. All 

“spots lie between Descemet’s and Bowman‘s membranes. The a occupy the 

central area of the cornea.covering about a diameter of 5 mm. ts vary in 

size but there appear to be two distinct varieties, (a) small circular spots saree regular 

edges, and (b) larger circular spots with crenated edges, giving them an icing sugar’ 

appearance. There are a few horizontal fine lines. 

Vision—R. and L., 6/6 partly. Discharged December At, 1937. “Advised to 

take two capsules of Halibut Liver oil daily. 

' March"20, 1940. Says she is not seeing so well. Since’ last seen in 1937 she had 
one attack of redness and pain. 
She said that the taking of the Halibut liver oil capsules kept her from taking the ‘’ 
NoHo as she Stopped the capsules about two months before her eyes became sore: 
and red: 

The corneni ities can now be seen with the naked eye: Sligh t ciliary injection | 
the both sea. Vision—R. and L., 6/9. spots are more 
numerous and larger than when last examined. 

February 14, 1942. " Opacities. seen easily with naked eye and irregular shaped 
clumps and some circles. Vision—R., 6/9, L., 6/6. No mere attacks of redness. 

22. Mrs.-R., age 29 years.. VI (72). She has had several attacks of pain and . 
-redness of her eyes similar to the attacks suffered by her sister Ina. She has never 
had her eyes previously examined and seés well. No opacities seen with naked ey re. 

rh Pleg with +0-5 D. cyl. ax. 60°, 6/6. L.V.: 6/6p. with +0-5 D. cyl. 
ax. 

With the ophthalmoscope typical opacities seen in the central region of each cornea, 
mostly discs but a few circles. Opacities well separated. No pad abnormality _ 
seen. 

“Poss ALEXANDER C, age 12 years. VII (38). This boy had no complaint about — 
No attacks of pain or redness. 

R 6/6. L.V.: 6/6 no-hm. Naked dye appearances aormal. 

With transmitted light and binocular loupe no opacities seen. With the luminous 
ophthalmoscope and +20 D. lens there are visible minute black dots in th central 
region. The spots are well’ separated and number about 20 on the right eye and~ 
30.0n the left. 

HELEN C., age 18 years se Nil (43). Eyes examined at my request, no 
complaint. ‘No serious illnesses. Vision = 6/6, no refractive error. Macroscopically 
eyes appear normal. 

Fine grey spots in central region of both corneae a.l round and well -spaced. 
Periphery of cornea clear, sensation nenrisens surface ” cornea ‘smooth, 


»  [ have been able to trace the pedigree to two brothers, Alexander 
(Councellor) I(2) and James (Snappy) 1(8). 
_ Aléxander was twice married. By his first wife he had Alex- 
ander II(1), (who died without issue) and James II(2).. By his 
second wife he had eight ofa family, The members suffering from 
corneal degeneration are descendants of James I1(2).: I have not 
made a detailed examination of the descendants of ‘the second 
family, but have examined about twelve members and they are all- 
negative. All information received about this branch of the family 
makes it unlikely that there are any affected. It would appear . 
therefore that the disease was through 
first wife 
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No one is now alive who remembers James. I1(2), so. thet it is > 
‘impossible to know the condition of his. eyes... Several, people 
* remember. about the members of the next generation, Santy 
111(1) certainly had bad eyes and often suffered from attacks of 
inflammation, as a grandson remembers that he bathed his eyes 
frequently.. His brother III(2),went, to. Canada and: worked: for 
the. Hudson Bay Company. ;There is no. evidence, that there was 
' anything wrong with his eyes. Katie, his sister, III(3) had: poor 

and. was, unmarried, Sanky had six sons, and, two 

aughters. 

The oldest .son,. Tv) had pil normal eyes and 
all descendants examined are clear of the disease. His daughter 

V(6) married a man who suffers from congenital cataract. Three 
of their children also suffer from this disease and one, VK(19) is a 
in a Mental Hospital. No other abnormality has. been found in 
any other member of this branch of the family. 

Barbara IV(2) died at the age. of m years, and was said to ave. Bei 
had good eyesight. 

George 1V(3) was drowned at séa.at the age of 49 ' years, aed no 
one now living ever heard that Ie complained about his eyes, In 
all probability, however, he had corneal dystrophy as several of his ae 
descendants. are. affected, V1(36), V1(37), V1(88),. and 
V1I(35). 

1 have been able to examine al) the living members of George's 
- family IV(3) who are in_ this country. Several other members 
are alive, but Jive in the U.S.A. and in Canada. 1 fee) confident ~ 
* that some of them will have corneal dystrophy. : 

1Y(4) had an illegitimate daughter V(23) who is still alive 
and has corneal degeneration. Dr. Usher examined this daughter el 
in 1902 and diagnosed corneal degeneration, but the name not f 
being the same he was unable to place her in the.same family as 4 
the only other case of corneal. degeneration he had: a record of. A 
V(86). This illegitimate daughter is a cousin of this other,case. ‘ oe 
Jean I V(4) married and had three sons and three daughers. Her — 
husband is still alive and is said to be aged 102 years. V(23) as 


already stated has corneal dystrophy. «She married and had six ie" 
ofa. family two of whom V1(62) and VI(65) have corneal. 
dystrophy. The daughter of VI(52) is also affected VII(42). . fi 
was married but has family and was killed by enemy 
action. V(24) is. affected. He is married, but has no family. 

V(25) is dead. .She was married but had no family and there is : 
no record about her eyes. . Margaret V(26) is also dead andthere 


is no information about, her eyes.. She has one daughter Vi(S6), 


who has. not..corneal degeneration, but has one blue iris and one 
brown. William V(7) is affected. He is married and has 5 sons. © 


One son is affected, but I have.been unable to examine 2 members — 
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of this family, so that in all probability there will be more affected. 
Another hereditary" disease comes into this branch of the family, : 
namely. anisometropia, one eye being highly myopic. This. is ba 
transmitted through the mother who is the wife of V(27). V1(57) : 
is affected in this way and also VI(59) who has in addition ton- s 


genital ptosis. V(28) is clear and also all the members of ther 
examined. John V(29) i is affected and also ‘his“only ‘son 


Andrew IV(5) according to ‘his daughter had bad eyes, ‘ind of 
from the description given had corneal dystrophy. He married — : 
_a sister of IV(4)’s husband and had seven sons and three daughters. 
The oldest son John V(80) is affected. He was unmarried. This 

_ member has since died and I was fortunate to get his eyes for é 
histologica) examination. 

Andrew V(81) is affected. He had two sons. One died young me | 
-\and the other died at the age of 22 years.. ‘No examination of the 
eyes of either was made at any time. — 

Barbara V(32) died at the age of 18 years and she had at no 
time complained about her eyes. 

Alexander V(33) is affected, inarried, but has no family, 

“Mary Jane V(S4) is married and’ has three of ’a family. This 
member has the disease in its most advanced form of any member 
examined. Her two. daughters are affected, and it was one 


daughter VI(70) in whom the disease was first discovered, 


This daughter as already stated is unmarried. The other 


~daughter is affected and has two children, but as yet there is no 
sign of the disease in‘etiker, but both children have the typical - 


blue eyes of this pedigree. 
a son is married and has one: child, but both : are clear ‘of the 


dise 
William V(46), was accidentally. drowned in the harbour at the 
age of 17 years. He had defective vision at school, being so bad 
- that he had to be‘led home by someone else. He may have had 
corneal dystrophy, but in addition he must have had' some other 
eye disease, probably congenital cataract as there was no history 
of any inflammatory trouble. 
James V(36) was a twin. He was affected. He was examined 
and diagnosed by Dr. Usher in 1906. He had one son and one 
grandson, both being clear’ of the disease. This member died — 
abroad a few years ago. 
George V(37) is his twin birother and is alive and is unaffected, 
and also all the members of his family: 


Ellen V(38) was married and had nine of a family: She died . 


at the age of 42. Her eyes were never ‘examined and there is no es 
evidence that she had the disease. Alt her descendants who have 
been examined are found to be clear. 
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Archibald V(39) died at the age of three. had never 


bai examined, 
William TV(6). There is no evidence that this 


from corneal dystrophy. He had four of a family, but only one - 


_is now alive V(40), he is unmarried and he has not the disease. 
_Degtendants of another brother V(42) are also clear of the 


1V(7) was affected. He was die oldest living 
of the pedigree alive when this investigation commenced, he has 
since died at the age of 91 years. He had two sons and one™ 
daughter. The daughter is affected and is unmarried, The other 
two sons are unaffected, and also all the descendants of V(44). 

John ‘IV(8) was accidentally drowned in the harbour. Accord- 


, ing to his niete his eyesight was pager. so he could have had - 


corneal 


“Analysis of Affected Cases 
Sex. _ Males 14, females 10. Males predominate, but in some 


pedigrees females outnumber the males. 

Age.—The youngest affected is'a boy aged 12 years, and the 
oldest was aged 90° years when examined ; 8 of the affected were 
over 60 when examined. 

Occupation.—The majority are engaged in occupations which 
do not require perfect vision. One is a music teacher, but as 
corrected vision is still 6/9, she has no difficulty with her work. 

Vision and refractive errors—I consider it necessary to analyse 
these two together, as the nature of the refractive error exerts a 
considerable influence upon the visual acuity. Very few of those | 
' affected complained of having poor vision; in fact a considerable 
number asserted that their vision was cache: Most had a refrac- 
tive error and several had myopia of fairly high degree, so that 
even without any corneal defect, it was not surprising that the 
visual acuity was not ‘normal after correction. Fourteen suffered 
from myopia or myopic astigmatism. tam inclined to think that 
the low myopia and. astigmatism. were due in some cases to the 
corneal lesion, but in others, that the myopia was due also to 
heredity unconnected with the corneal disease. In support of this 
view those with high myopia were confined to two families and 
_ all had myopic crescents, and V(29) had also other myopic fundus 
changes, VI(61) had one defective eye which was unconnected | 


with the disease, but was due to another congenital defect, the - 


- mother and two sons all having marked anisometropia. 

With these exceptions the vision of both eyes differs very little 
from eachother. When we come to analyse to what extent vision 
is actually affected by the, corneal lesion, we find that up to the age 
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of ‘60, vision is in no instance less than 6/12. V(34) has" 
the most dense corneal opacities of all those affected, and she also 
had, 10 D. of myopia, her corrected vision is however, 6/36, and | 
her age is'58. The visual acuity does not however suffer an irresis- 


- tible diminution on the advance of age, as 4 affected have still 6/12. 


vision or, better when well over 60 years of age. .1V(7) had tobacco 
amblyopia and refused to give up his tobacco. 
Only one case could have been:certified blind—a male over 90 


years of age. All those of military age would actually pass grade — 


one with the exception of VI(61) who had a defective eye from 
another cause. All the others are able to carry on their usual. 
occupation, including the baker V(20) whose vision is only 5/60. 
In no case, therefore, is any affected individual a burden upon the 
State or relatives. Bucklers (1938) states that compulsory sterili- 
zation of those affected with granular corneal dystrophy is net 
justified upon the grounds of defective vision, but upon the fact 
that it is a dominant disease, the transmission of which Phanld: pe. 

Differential CES 
As the disease is most likely to be encountered in a routine 


ophthalmological examination, the eyes will be white. The con- 
dition is unlikely to be confused with any acute inflammatory 


disease sich as corneal ulceration or superficial punctate keratitis, 


but as no staining. takes place with fluorescein any loss‘of’super- 


ficial epithelium can soon be ascertained. 

‘The size and distribution of the opacities are very ‘siti to 
‘“‘ K.P.” so the condition could easily be mistaken for cyclitis. 
When examined with the slit-lamp, however, the opacities of - 
granular corneal dystrophy will be found to be in the stripes 
of the cornea. 

While examining an old granite polisher recently, I was’ abril | 
with the similarity of the small, numerous, corneal nebulae that 
he had, to the appearance of hereditary corneal’ dystrophy. The 
lesions, however, are all on the surface, but the’ size and distribu 
tion of the opacities are exceedingly alike. — 

Salzmann’s nodular dystrophy is often’ uni-lateral, not famitial’ 
and the nodules are larger and fewer than granular ‘dystrophy. 


~ Any vascularization of the cornea or the remains of blood vessels _ | 


indicates that the condition is.not granular corneal dystrophy, but 
does not exclude the possibility of granular ' corneal GYEHORAY plus, 
say, interstitial keratitis. 

To summarize, the lesion is ‘not t granular corneal dystrophy if. 
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Uni-lateral. 
“2. Shows signs of vascularization. 
3. Opacities visible.on naked eye examination in a patient seed 
under 30 years. 


4, Albsence of a similiar sa in both parents | 


I do not think it possible to find another tissue in on body 
which can permit a more exact examination during life of any 
_ pathological lesion that may be present than the ‘living cornea. 
The cornea has no counterpart in any other tissue in the body in 
respect of its combination of the five following DAFAESECCE:s > 

1. Optical homogeneity. 

2. Regularity of surface. 
Avascularity. 

4. Mode'of nutrition. 

5. Clinical accessibility. 

I consider that some of these factors have an influence on the 
pathology of corneal dystrophy. 

- As there is not an exact counterpart in the body it is not parnene. 
that one encounters a.disease confined solely to this specialized 


tissue. Arguing along similar lines one cannot fail. to. come to. 


the conclusion that. the lesion is in some way connected with the 
specialized mechanism of this tissue. The only other tissues in 
the body that are at all similar are articular cartilage, it being 
avascular, but comparatively non-sensitive and opaque, and the 
crystalline lens it being avascular, transparent, but insensitive. - If 
~ lesions similar to the corneal lesions of granular corneal dystrophy 
were present in articular cartilage they could not be seen during 
life, but they would. cause a defect similar to arthritis. Similar . 
lesions in the crystalline lens would be called cataract. They can 
be examined during life with equal:facility to the corneal lesions, 


and cause the same defect to the patient. The lens opacities, how- 


ever, are absolutely painless, while the corneal opacities are the 
‘direct cause of painful attacks, or the opacities are the result of 
the condition which accompanies the pain. As the cornea is trans- 
parent the opacities can be examined during life under high mag- 
‘nification. The only ‘advantage gained by histological examina- 
tion is that the tissues can be stained by the various stains and the 
nature of the opaque substance ascertained. The opacities have 
_ been so examined by several observers and all agree that the sub- 
stance is of a hyaline nature. That the opacities are confined to 
the axial region of the cornea is, in my’ seen a fundamental 
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factor ins Whe pathology. has been stated by many careful 


vestigators that the opacities are independent of the corneal nerves, 
so the only other factors that can’ be considered as ‘causing the 


_ lesion are an error of nutrition or an error of. metabolism. 


‘It is now known that gaseous exchange can take place through ~ 
the healthy. cornea, oxygen passing inwards and carbon dioxide 


_ passing outwards. To effect such an exchange it is. necessary 


that the ‘cornea be adequately lubricated with tears, and that the 
surface ‘epithelium and endothelium ‘be.in a healthy state. It has 


been established that the surface epithelium is under nervous con- 


os an alteration in its permeability taking. gu if the 5th nerve 
cut. 

Many investigators have stated that the sensitivity if the cornea 
in hereditary corneal dystrophy has been found to be ‘lowered. 
Doyne and Stephenson (1905). Personally I did not find this so, 
and am of the opinion that this is not.a contributing factor to the 


lesion. As the gaseous exchange would be equal over. the whole 


area of the cornea, any error in this mechanism would not produce 
a lesion in the axial region but would be evenly distributed over 
the whole cornea. 

The cornea receives its nutrition from the vascular loops at the 
limbus, lymph permeating centrally between the layers of the 
corneal lamellae. Any error in this circulation of lymph would 
affect the area furthest from the supply, namely, the central region 


~ of the cornea. Weight i is given to this argument by the observa- 


tion of several observers (Bucklers) who state that considerable 


_improvement followed air intercurrent inflammation with vascu- - 
larization of the cornea. 


Treatment 
It is unfortunately true that hereditary eye diseases are not amen- 


~ able to any form of curative treatment. Surgical interference ‘in 


such diseases as congenital cataract but 
it does not cure the cataract. 

When it is remembered that a hereditary defect must be present - 
in the germ cell, the defect developing as part of the organism, 


and the pathology of the defect being in most instances unknown, 


any form of treatment must of necessity be of an empirical nature. 
It will- be interesting and also instructive if we review the various 
therapeutic measures that have been tried by various ophthalmolo- 


_ gists. ' Many-~of the remedies are obviously empirical, but several 


indicate that an endeavour was made to treat the cause of the 
disease, while others again were devoted to the treatment of the. 
local corneal opacities. No: differentiation is made in the treatment 


of the three different types of hata ad 
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General Treatment 


term. nodule.” given to the disease no doubt 
several observers towards thinking that tuberculosis was the cause, — 
and also the fact that most eye diseases of unknown aetiology 
were by continental Spe eRE. believed to be mainly. due 
to tuberculosis. 

Injections of tuberculin were given by Car (1927) Maxwell (1919). 
As the opacities. are somewhat similar to the quiescent appearance 
of ‘interstitial keratitis, anti-luetic treatment was given.. 

lodine and Mercury—Fehr (1904). 

Pot. lod.—Fehr (1904), Satanowsky Schieck, 
and Rush (1926). . 

(1927). 


Local Treatment 

_Chemotherapy.—Previous to 1890 Iddine was the favourite drug: 
employed in the clearing of corneal opacities. This drug would 
then naturally be tried by the early investigators of this, disease. 
Haab (}899) says that iodoform ointment was tried by Horner and 
that Wehrli dusted iodoform powder on to the scraped corneal 
region. Wustefeld inserted a tablet of aadgtogm into 4 previously 
prepared corneal pouch. 

To cause an increased flow of lymph, eink was. isa by Bartels 
(1930), Car (1927), Chou (1932), Jacqueau (1909), Puscariu ee 
- Rollet (1933) and others. 

Paderstein (1913) tried the effect of Sequirstal. 
_- Sub-conjunctival injections of saline and sublimate were recom- 
by. Bartels (1930), Car (1927), Puscariu (1918) and 
Satanowsky (1932). 

Calomel powder was. dusted o on. by Fehr (1904), Puscariu (1918). 
Guttae.. 
Zinc Sulph, —Groenouw (1898), Rollet (1933). “Boric 
Gunn (1902). Silyer nitrate—Pascheff (1926). Pot. lod:—Trit- 
scheller (1921), Salzman. (A928); Resorcin—Schmoll (1932). 

Ointments. 

Hg. Oxidi Flav.—Fehr (1904), Gunn (1902), Nemeth (1935). 
White precipitate—Fehr (1904). Hg. Oxidi Rub.—Satanowsky 
(1932). Ichthyol—Nemeth (1935). Boric—Gutzeit (1929).. Ethyl 
morphine hydrochloride and mercury each 3. per cent —Lowen- 
stein (1918-29). 

Physical. Therapy —Most ophthalmologists gave in to 
the drops or. ointment heat in some form or another, such as 
poultices, hot bathing, electric heater or Rows 
ever, prescribed cold COMPARA: 
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ULV. light was given’ by Evans (1930) and X-rays was given 
by’ Nemeth (1935) and Rollet (1933). Mercury—Car (1927), Fehr, 


(1904), Rollet (1938). As the ‘opacities were in the nature of. 


deposits and might be due.to errors of metabolism, anti-gout treat- 
ment was given. Colchicum—Jacqueau ‘eng a muscular 


injections of fibrolysin—Sataniowsky (1982). 


Glandular Therapy. 
Thyroid extract—Masuda (1935), Sallzmann 


(4926), Zentmayer and Rush (1926). Ovarian extracts—Lowen- 


stein (1918-29), Sommer (1925). X-rays to ovaries—Car_ (1927). 
Vitamin -A—Bucklers The patients received benefit 
eae from the vitamin A (eg., they felt better in health). 

rotein shock—Guitzeit (1929). Iron reparations—Evans (1930), 
(1929). Liver (1930). 


‘Surgical Treatment 


Superficial scraping was undertaken partly for disenciieis pur- — 
poses and partly as therapeutic measures by Bartels (1930), Biettie 
(1934), Dimmer . (1899), Deutschmann (1908), Fehr (1904), 


_ -Groenouw (1898), Pascheff (1926), Uhthoff (1915), Schmoll (1982), 
Sommer (1923), Stein (1932) and Wehrli.(1907). 


Corneal translation—E. Fuchs (1926), A. Fuchs (1925), finds 


-(1936), F and Kiewe (1986), and Hilgartner and Henry 


(1937). 
Mucous graft from the lip was s performed by Bartels 

(1930). 

(1907), Bartels: (1930). 
Cauterization—Deutschmann (1908). 
Optical Iridectomy—Bietti (1934), Clausen Lowenstein. 

(1929), Koerber (1902) and others. ; 

Contact glasses—Stein (1982). 
Bucklers (1938) examined several patients an ‘optical, 


. iridectomy, done some time previously, and he came to the con- 


clusion that not only was vision not improved, but that the patients 
were made more uncomfortable by dazzling and coloured vision. 
Personally I feel that in the treatment of the granular type 


‘corneal dystrophy a large number of the treatments tried 


unjustified. The progress ‘of. the. disease was not brought bia a 


standstill with certainty with any, and far less was the disease 
" made to retrogress. - In certain cases the attempted eure was more 


harmful than the 
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I recommend that any refractive error be corrected with’ glasses, 
and the refraction periodically checked as it appears to alter. As 
the attacks of pain appear to come on by a lowering of the general — 
condition, the general health should be kept-at as, high.a level as. 
possible with careful attention to diet supplemented by the addi- 


tion of vitamin A and B periodically, ... 
Of all the affected people that I have: examined, one only would 
benefit by surgical interference. This is V(@4), for whom: an 


optical iridectomy might with benefit be performed upon one eye, 


- By dilating her pupils with homatropine distance vision was a 


improved, but near vision was improved from J.16 to J,2. 


intended to keep one pupil dilated with atropine, but the 
irritation supervened after one application of the drug. The 


daughter .of this woman also took atropine irritation after being 


two weeks on a | per cent. solution. I wondered if this was a 
coincidence, or was actually due in some way to the corneal con- 


-. dition. V(20) was not benefited by having a dilated papil, so an 


optical iridectomy in his case is not contemplated 
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OPHTHALMIC: TREATMENT: IN Tue? Fietp 
THE VALUE ‘Of OPHTHALMIC TREATMENT 
INTHE FIELD 
BY | 


~D.O.M.S., RA.M.O. 


THE basis of this article. is the analysis some 514 
battle-casualties who were treated’ in a mobile ‘ophthalmic unit 
during the Libyan-Campaign. 
‘The period covered ranged from the. end af the year 1941 until 
the beginning .of 1943. The analysis was compiled from notes 
made in the field and these were supplemented where possible 
by the results given on the received from the, bare 


"The unit was s.usually attached to one of the casualty clearing 


| 


Stations. of the most forward medical. coricentration area... ‘AS far 


as operations would permit all ophthalmic battle-casualties were 
routed to this casualty clearifig station. . 
On account of the ener involved in the evacuation of ais" 


and the. examination of the. case’ in the 
- ophthalmic. unit. After the first field dressing was applied at the 
regimental aid post the sole. treatment carried out during this 
stage of the evacuation was the oral administration® of ‘sulphona- 
mides at the various field ambulances.: 

On. arrival. at the casualty clearing station the cases were 

‘* sorted:’’ at the reception.tent. The minor cases were sent diréct 
to the vehicles of the ophthalmic: unit, whilst major cases were 
sént to the “ pre-operation’’ ward, for\treatment-of shock and of 
their? other injuries, and for X-ray investigation when necessary. 
The major.cases were operated upon in the ‘ theatre’’ of the - 
casualty clearing station and ane rehinet | in one of the wards 
for one: or two days. 

Thereafter, depending upon. the “severity “of the i injury, the case 
would be evacuated by airs ‘séa or road/rail to a base, hospital. 
+ This journey might mean another three to four ‘days*before the _ 

case again came under the.care of an ophthalmologist. f 

Nature’ of treatment inthe Mobile Ophthalmic Unit.—It will 
readily be appreciated that, under the desert’ conditions outlined 
above, it was not possible to observe the dictum of Wiirdemann 
that field operations 
lid-wounds, . the remoyal of foreign and. ouse of 
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Thus it was found that although operative: interference was con. 
to: the , ‘some? ‘two! ‘hundred: * major” 

operations. had ito ‘be: performed. 
Although the main: clinical interest in. ithe: of the 
battle-casualty, iti must-not be forgotten ‘that ‘the main military 
value of the ophthalmic unit :lies elsewhere. ‘The prevention’ of 
‘the evacuation: of icases of minor injury: or disease, or’ errots) of 
refraction, ‘from the forward areas'to base'is 
portant role. . This point can be appreciated on studying the graph 
(Fig. 1), which’ shows the ‘relative proportions of : battle-casualties, 


Classifeation of ‘Wounds 


coats of the globe had been opened; ‘‘ perforating,’’ 
when the aqueous.or vitreous had ‘been tapped; double- 
the globe. 

_ In this report a.single classification pene- 
trating,”” when the wound opened into, the: interior of the giobe; 
of the globe. 

‘weapon, projectile, etc., that caused them. The lesion reported 
is the most. grave noted at the preliminary. examinations: 
complications are indicated in the notes below. > 

The wounds in. general._—Morax and Moreau describe’ the shell. 
wound as; the, most common. in the 1914-1918; casualties, These 
“wounds, still retain pride of place inthe 
landmine-wounds running a good second, 

The bullet-wound: is still: locally the. most in 425 
per. cent, of such. wounds, in. this. ‘Series,; there. was tota) dis- 
of the giobe.. 

The modern H.E. projectile- has a particularly effective, frag 
mentation. “Thus though the wound of the eye is often small.and 
self-sealed,. it is but-one.of many wounds. ‘The majority of the 

cases with these multiple injuries therefore require operation under 
general anaesthesia... Pentothal .was found. to, be; the’. best 

anaesthetic for use in the field. . 

types of wounds.—(l) Out of. 67 cases. of intsa-ocular 
foreign body, 64 were demonstrated by X-ray. . Two of the frag- 
‘ments were wooden, and the other one which was.extremely, small 

of the ring-method, was not practical C&S, 
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It was ‘found, however, that ‘with: the: ring on 
the cocainized dimbus. and a quick exposure (if: the patient: would 


‘remain steady), it was possible to differentiate with certainty” be- 
‘tween the intra-ocular and extra-ocular foreign body 


Some thirteen of the/67 cases with: ‘body had 
the fragments removed by the giant-magnet, at: base ‘hospitals. 


Three to five applications of the magnet, at-intervals of a few-days, 


were often: necessary before a positive result was 
One-was' removed:.in: the: field; i:e.; at: first: application. 10 

Removal ‘by-the posterior route, ‘either through the original 
of entry or else! through a scleral incision, appeared, in 
this series, to give less finalupset of function. 

This proportion. of magnetisable foreign’ bodies is much larger 
| than the modern use of Steel-alloy led one to expect. 

(2) Of the intra-orbital foreign bodies, some 22 fragmerits had 

perforated the globe, while some 3] ‘had lodged in the orbit with- 
_ out penetrating the globe. «Although ‘these ‘cases are listed under 

the’ F.B: section, their’ main ‘complications ‘were the: result 


- concussion on the globe. 


(Michaelson has’ shown sections of cases, where’ double per- 
fotation ‘of the globe has occurred, in which the repair of the exit- 


wound ‘has been accompanied by a’ proliferative choroiditis with — 


the wound being plugged by a white, Mass 
projects forward into the vitreous, 

(3) The statistics for the’ 1914-1918 war’ gave: 6 ‘per cent. 
all casualties’ as due to indirect violence. In this series ‘273 eyes 
have had to be listed under ** of ‘approx 

mately half of the-cases. 

“(@) Fracture of the bony orbit combina: with extensive: damage 
tothe lids was present in 87 cases and was ‘associated’ with total 
disorganization of the globe. ‘The remains of the eye were removed 
as early’ as the’ patient’s general: condition would permit.) 

~\(b) Traumatic keratitis’ does not» appear” to have’ been 
\ granted its full clinical status. The concussion produces ruptures 
_ af: Descemet’s membrane, “The aqueous may then find its way 

between the fibres of the substantia propria and produce vpacifica- 
tion of the cornea. Owing to: theforce of the'explosion the globe 
tends to: roll upwards and the:siteof election is therefore the lower 
third “of the cornea, Aff ‘the cases noted here were ‘slow: of 
resolution. 

(c):-Only two-cases of detached were at “the ptimary 
examination-in the field,‘and six more have been 


Salphonamide therapy ores: ‘sulpho- 


namides during evacuation was reinforced by the routine: post- 


Operative instillation: of bes ‘the 
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‘It is felt that this routine combined with the policy of minimal 
‘WisHetenis during the evacuation to the ophthalmologist was a 
distinct” advance in combatting ‘the of in- 
‘fection ’’ in the field medical units. 

Sympathetic Ophthalmitis.—** Many writers on the-1916-1918 
casualties, stressed the lessened incidence of. sympathetic 
ophthalmitis and many warned against unnecessary enucleations.”’ 


“(Wiirdemann.) In 1918 the French authorities gave reports on 


only 39 cases of sympathetic ophthalmitis, In all of these operative 


interference appears to have been undertaken some commpereott 


time (average 30 days) after the initial wound. Fi 


~ In the Middle East during the various campaigns it ia under- 


stood that only one case (not i in this series) of spnpetiiene ophthal- 
mitis has been reported. 


Severity of the Wounds. —Eighty-five ofthe. five hundred and 


‘Fourteen men had sustained wounds of the two eyes. In forty-five. 


the wounds of both eyes were of grave prognosis; in fact, of these, 
-21 have been subsequently. reported. as ‘‘ pensionably,”’ In 


‘the remaining forty the wound of one eye was of relatively minor } 


import. 
In addition: to the 87 disorganized. globes, 27 -eyes had to be 


removed at base. Few men with Major wounds of the. ts were 


5 fit for front-line service again. 


‘Analysis’ of Cases (Reference Fig. 2) 
Foreign Bodies.:(67): Twenty-one of thee: were 


“associated with Prolapse of the iris, and five had prolapse of the — 


vitreous. Therefore in the field 21 operations for abscission of 
“prolapse and formation of a: conjunctival hood had: to be done. 
“Nine cases had the sclera sutured, and simple conjunctival flaps 


‘had to be made for seven other. wounds, One of these abscissions 


“had to be repeated at base. In three more synechiae had to be 


divided, and the lens had to be removed in seven cases. Traumatic 
: keraxitis was a complicating factor in two cases, while three cases 


_had air-bubbles in the anterior chamber. Thirteen cases developed 


‘traumatic cataract, the fragment being» visible i in the Jens i in eight. 


of the cases. Lens matter appeared in ‘the: ‘wound ‘in six cases” 
whilst the-iris remained adherent to the wound. edges in four. 


Vitreous came forward into the anterior chamber~in. one case... 


Foreign bodies, were: visible on the fundus when examined-with — 


the: in two eases, and. were visible.i in iris. in. 


month. One case was to: Shave 


from the scleral ‘wound ’ in another “ the. vitreous 


| 
Five cases developed: panophthalmitis and in the large number i 
t d at the end of the first es 
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became organized inferiorly ; and. ina, third after a Haab+yve 


removal By the anterior route the. anterior chamber did not, reform. 
_.Three- men. died. fom: and. were 
enucleated, 


The final. reports on. 14. were; vision 6/5. one vision 6/9 


five: cases, vision 6/12. one case, vision 6/18one case, vision 6/36 
one case, vision with plus 10-00. D.S. one vision 
wih plus 10-00..D.S. 6/60. four. cases. 
In-another thirteen the results were.:. H. M. vision four cases, 
4 ‘ good P.L.’’. five cases, ‘'-C.F,I. Metre.’ two.cases, No P.L.” 
one case, and. ‘‘ recurrent hyphaema ”’ in the other... 
Perforating Intra-orbita] Foreign Bodies, (22). Five of these 
were associated with prolapse of the iris and in another:two there 


was vitreous prolapse. .Of.the foreign bodies incision 


one was Haab+ve and two Haab—ve. 

the <field -five operations. for and 
formation of conjunctival hood ‘were performed andthe sclera 
was sutured in four cases. One naienione for. retinal, detachment 
was done at.a base hospital. 

Complicating factors: were : cases. with ‘traumatic. cataract 
with lens matter appearing in the wound in two cases.’ Subse- 
quently two cases. were reported to have retinal: detachment, and 
in one ‘‘ the vitreous was full of blood.’’ Later two. cases 
developed ‘‘ cyclitis’’ and there. was. one case. with posterior 
synechiae.. -Other. reports. received. were. ‘iris pillars..in.,.the 
wound,’ ““synchisis.. scintillans—one eye,’ ‘‘Jate macular 
_ changes.’’. iny anothers: _‘* Large: retinal haemorrhage, lowered 
tension and. scarring over macula ’’—one case.. Two eyes. were 
reported as. with. ‘‘ faint P.L. being soft eyes with vascularization 


of the corneae.”, One case developed retinitis. 


eyes were enucleated. _ 
For the results received as to. the final function; of the eyes : 


Vision 6/9 one case; Vision 6/36 one case; Vision 6/60 one case; — 
Vision 2/60. with field defect one case ‘* C.F.1. metre.’’ one case; 
Vision H.M.” vone case; six. and. eye.” 


in three cases. , 
rae stated previously the main damage was caused by concussion, 


Two cases with associated skull injuries developed. optic atrophy, 


while injury to the bony: orbit. produced another two cases .of 
optic atrophy. Five had large lid injuries of which one required 
subsequent plastic repairs. ._Two of the orbits started. to. develop 
orbital. cellulitis which. fortimnately resolved under oral sulpho- 
namide therapy. Local, damage to the, muscle cone, produced 
diplopia in one case. The final results of. the cases with vitreous 
haemorrhages were ‘varied: They ranged ‘Vision 6/6; 
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dust and retinal’ haemorrhages to ood. L., vitreous 
aiid’ macular haemorrhages and choroidal damag: 
Other’ ‘Teported results af Organized ‘blood ‘in ithe 
vitreous, vision 6/36 ”’ ; ‘* Vision 6/24. one case Vision'2/60” 
one case; C.F.1. metré one case; H.M. oné'case; ‘Good 
P.L.” one case; No’ one ‘case,’ “and ‘block. of: temporal 
retinal ‘vessels: in’ another. 

4. Conjunctival, Scleral and Foreign Bodies, (192). 
These foreign bodies: were ‘as’ often sand as they wéré’ ‘metallic 
and: the corneal fragments gave, on the whole, surprisingly little 
upset of vision. Only the bigger pieces were removed in the field 
and then only .if they were very frites The remainder tended 
towork ‘their way out unaided. One case in particular had 62 

pieces’ counted in his two eyes on at tis 
was 6/24 right and left eyes. 4 

‘Only two of the cases where were thie in main’ 
had a coindident ‘keratitis, which supports the: 
keratitis pure concussion effect.) 

One case only is reported to have a 
which Section - “at the: cornea vision of less 
than 6/60, 

worst: only: affected vision ‘to extent of 6 /36 
(two eyes), 6/12 (three eyes) and: 6/18 (two eyes). 
“Five of the scleral foreign bodies had small peripheral 
haemorrhages, and the effect on vision’ in the worst case was 6/24 
and’6/12. One case with a shallow retinal: detachment directly 
under the was missed at first’examination: After operation 
at’ base ‘for’ this detachment the final: vision was ‘less than 6/60. 
One of the cases with a scleral foreign ‘body developed 
‘pyocyaneus abscess which, however, resolved. aad 
without ill-effects. 

Disorganized globes. (87). Some 12 of the 
of the orbit, and 16 had gross damage to the lids. Nine 
of the’ ‘cases had’. associated ‘skull injuries. Plastic operations: cat 
base have ‘been réported as necessary for’26 of these cases,’ 

6. Lid Injuries. (46), Four of these have been reported to 
have ‘needed’ plastic: operation at base. Diplopia occurred’in .one 
case where the trochlea had been ‘destroyed and: in: another :case 

following fracture of ‘the maxilla.’ “One lacrymal ‘sac fistula was 
of. 
slow of resolution, the length of tine appearing ‘to: depend on 
the extent of the damage’to Descemet’s membrane. | For example, 
two e es slowly’ improved after two" with: pe 
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-Adthough: teats in’ Descemet’s membrane have been’ iipted as a 
result of war injury, “' traumatic keratitis does not ‘a pear to 
been ‘sufficiently: ‘widely recognised asa cliriical-entity, 

8.) Lens Injuries: Reports were received on only a few of these. 
“One only ‘had’ vision after operation corrected to’ 6/60; two being 
less than 6/60, and one ‘* Good P.L.’” "Subluxation: one lens 
in one globe which .was. enucleated, 
iridodialysis on pathological examination. 

‘9. Vitreous Haemorrhages. (17). of ‘he. haemor- 
thages often revealed other lesions in the fundus, that had been 
obscured at the primary examination in the field. Thus two of 
the cases were reported with large retinal haemorrhages, one with 
a subhyaloid haemorrhage ‘anid oné'with macular changes. 

- The effect on final function was diverse and ranged from ‘‘ vision 
6/6. with medial opacities,’’ 6/12 (two cases), 6/18 (one: case); 
6/36 {one case), C.F .1. metre.’’ (one case), Good P.L.” (two 
eases), down Organized blood in’ the posterior globe, blind 
eye (one-case).: One eye was the reasons: 
have:not been obtained. 

10. Retinal detachment: @). ‘The for were dis: 
appointing as to function, being “ organization of the subretinal 


defect.’’ 

ll. Macular changes. one case with hile’ 
peripheral vision '’); this case ‘was a released prisoner of war whose 
other eye had been enucleated whilst in enemy hands. 'OQne-case 
with a macular haemorrhage had vision of 6/18 after the’ first 
month, and another with “‘ Fetinal had a 
upper field defect.” 


‘12. ‘Rupture of ithe’ “The ‘deport: on one case was 


_ and two ‘small retinal haemorrhages,” “and on 
‘6/24 with cells in the retrolental. space.” 
‘Ocular muscle palsy. (1). The ‘muscle’ affected the 
superior rectus, but the main interest was that the damage’ result. 

was 6/5. 
Ruptures of the without foreign seven 
teen of these there was prolapse of the iris and in ‘five prolapse of — 
the vitreous. Six of these had traumatic cataract, four with: lens 
matter presenting i in the anterior chamber. cases 
cyclitis in the third and fourth weeks. 

‘Seventeen abscissions of uveal tissue, scleral ‘sutures 
were performed inthe field. Two cases had lens’ extraction ‘at 
base. One prolapse recurred and required further’ abscission ’ at 
base but the anterior chamber did not swig and: ‘the’ pret was 
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. Five were at base, ol show- 


ing in, one.‘ retinal detachment and: in the, other ‘‘ “panoph- 
thalmitis.””. A variety-of ‘reports-on final function, were received : 
with. iris. still adherent to the wound (one.case) ; two cases 
with..6/6; one case with peripheral chorgidal. rupture and vision 
of 6/6;,while two cases with the lens. extracted, were corrected to 
6/9.and 6/60 respectively... 

Vision was 6/24 and 6/36 in another two cases; one ‘* less than 
6/60’; Good P.L.’’ (one case) ; inferior field (one 
case) ; and i in yet there was ‘ ERT of 
vessels.”” 
been possible to assess the relative values of the field and’ base 
operations: ‘and>to contrast the results obtained with those which 
are given by Wiirdemann for the casualties for 1916. In the notes 
above, ‘the reports received have been summarised.so that.a general 
impression can be formed as to the number of:eyes which retained 
useful function and those which were. merely ‘‘ kept.’’ 

.The 1916. figures gave only 698, eyes. as. retained, out: of. two 
thatsand. ophthalmic casualties... The 27 globes ‘‘ subsequently 
removed ”’ and the 87 globes ‘‘ totally Rieokganized ” make 114 
the number of eyes “‘ lost ’’ to date. 

This. figure,. it is submitted, indicates that, the modern pelicx 
of forward treatment in the field has not, had advexse 
Summary 

An analysis-has been made of 614 ophthalmic from 
the Libyan campaign who had been treated in a-mobile; ophthalmic 
unit. 

2. The types of wounds. encountered. and theie, treatment have 
been outlined. Sixty-seven cases with intra-orbital foreign. bodies 
were treated; fourteen of the foreign bodies were extracted by the 


giant magnet at base. Only one was extracted in the forward’ 


area. 
Twenty-two, the intra-orbital foreign bodies had perforated 

the globe... 

_ 8. Owing to the terrain some two, hundred ‘men chad to be 


voperated on in the field unit, 


4. It is suggested that “ hospital infection ”” has been limited 
by the local as well as oral.administration of sulphonamides com- 
bined with a policy of ‘‘ minimal interference ”’ in the field medical 
units. .No. cases of. sympathetic ophthalmitis have been pes 
from this series. 
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‘ANNOTATION 97. 
4. Bizhtycfive of die’ cases had been in both eyes. In 


forty-five the wounds of the two eyes were of grave prognosis, | 
is the men have been: Subsequently, reported: ag 
Ind, 

Total: disorganization of globe occurred i in eighty-seven 
_ cases, and the eyes were removed at the mobile unit. A further 
twenty-seven eyes have been to ) have: been removed. at 

base hospital... 

It is submitted that by general the statistics 
for the 1914-1918 war the results obtained fer this campaign have 
not been adverse. ; 

My especial thanks are duels to: 7262698, Pte, Baker, 
-R,A.M.C., for his skilful and devoted nursing of the cases in 
‘the field, and to those of my colleagues who have made this article 

by back the follow-up cards. 
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Value of an Optical 


; ace is common knowledge that in’certain cases the performance of 
an iridectomy may be followed by great, improvement in vision. 
Two.cases bearing on this point stick in the writer’s mind. In the 
first an-old man from the workhouse came to out- -patients with a 
blocked pupil, the synechia forming an almost complete ring. No 
red reflex could be obtained ‘through the pupil, but was 
bombé, and perception of light was perfect. We thought-it prob- 
“able that the léns was largely opaque, but before deciding to try and 
extract it we took the man in for a preliminary iridectomy which 
was safely performed in the usual situation. It was not possible to 
remove a very large piece of iris and we had to be satisfied with a_ 
key hole result, When the bandage was removed at the first 
dressing the patient announced that he could see well, and later 
examination established the fact that. the lens in the area of 
iridectomy was ‘completely clear. © He got very good vision without : 
having any more done. 
~The second case was a very old: lady who was —— by her 
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98° MISCELLANEOUS 

eet who had been our patient for many ‘pelos: ‘She was over , 
80 years of age at the time we saw her. She had what appeared to 

be typical lamellar cataract in each eye and an optical iridectomy 
had been performed down and i in in each eye. Her story was that the 
operations had been performed on the Continent when her age was 
sixteen years bya 100 per cent. Aryan ophthalmologist whose name 
was unfamiliar to us.. She assured us that each eye had been 
operated on at the same sitting and without any anaesthetic. It is 
no wonder that she refused to entertain the idea of any further 
operative ophthalmic éteatment, and as she had enough sight to 
enable her to enjoy her life and to see to do what she wanted, we 
did not press the matter any farther. 
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ABSTRACTS 


MISCELLANEOUS 


(1) McGregor, I. S. and Hill, James (Glasgow).—Reticulin 
content and prognosis in malignant melanoma of the uvea. 
Arch. of Ophthal., Vol./XXX (old series Vol. LXXXVIN), No. 3, 
p. 291, September, 1943. 
~ (1) . McGregor and Hill in 1939 began an investigation into the 
histopathology of malignant melanoma of the uvea of patients 
treated at the Glasgow Eye Infirmary during the previous twenty 
years. Out of 82 patients, there were 41 with an unequivocal 
. history and a relevant specimen for sectioning. The sections were 
Bierce «°.. examined for type of cell, amount of pigment and by a special 
- method of silver impregnation for reticulin content. An attempt 
was made to correllate these findings with survival time of which. 
the average was about eight years. For the most part, the group 
surviving six to fifteen years showed more reticulin than the group 
surviving up to six: years, also in the longer lived group there was a 
predominance of benign spindle cells and in the shorter lived, of . 
epithelioid and mixed types, but there were exceptions to both these 
generalisations. The pigment content was increased in the short 
lived ‘group. The authors, although emphasising the importance of 
the exceptions, are of opinion that the characteristics mentioned 
will usually permit one to say whether the patient will live’ a long 
ora short time. With regard to prognosis, the cell type is probably 
first in-importance with reticulin and pigment: content as subsidiary 
factors. 


/ F. A. W-N. 
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“MISCELLANEOUS 999 


Iles, A. E. and Rendle Short, A. (Bristol. —Orbital tumours, 
Brit. Jl. Surgery; October, 1943. : 

(2) Iles and Rendle Short record 14 cases of orbital eilisenths 

between the ages of 18 and 70 years. Only three cases were 

malignant, three were intra-Orbital cysts and four were haemangio-~ 


_mata. The authors state that these were the most interesting cases 


in their series. nature of the tumour may be quite unsuspected, 
or it may be indicated by a naevoid condition of the eyelids. It is 
surprising to find a haemangioma presenting itself within the orbit 
as a firm, red, rounded well- -encapsulated tumour.” Their 4 cases 
were al} of this character ; one of them in a man, 70 years of age is 
described in detail. It was removed by a Krdnlein operation and 
the patient made a good recovery save for a/pgrsistent diplopia. 

- The three cysts were each of a different peaaledy: ,One lay far 
back ‘in the orbit and contained clear fiuid. other two cysts 
were in the anterior half of the orbit; one was a dermoid and the 
other a mucocele of the frontal sinus... One case was a lipoma ina 


man aged 54 years. Proptosis was the sole symptom and sarcoma 


was suspected, but exposure by Krénlein’s method showed a diffuse 
mass of fat, not definitely encapsulated. 

Of the three malignant cases one was a large encapsulated 
sarcoma ; it recurred in the parotid region after removal. Another 
patient had a large mass removed from the upper and outer part of the 
orbit whicg proved to beta lympho sarcoma of low grade malignancy. 

there had been no’recurrence. The third case was 
a malignant scirrhous carcinoma of the lacrymal gland. ‘It was not 
possible to remove the posterior part: of the growth and this was 
treated four days after operation. with radium. Five yeurs later 


there was no recurrence and vision was 6/5. 


One case of tuberculous abscess in a boy of 18 years of age is 
described. Im none of these cases was there any intra-cranial 
extension. In twelve cases Krénlein’s operation was performed 
and in one case Dandy’s method of decompression was used. The 
authors prefer the Krénlein method of approach for all tumours in 
the outer and lower parts of the orbit. If intra-cranial extension 
is suspected ~— s method is indicated. 

R. R. J. 
(3) Hicks, Avery M. (San Francisco) Areview of | 
_ 200 consecutive cases examined on the eikonometer. Arch. 
of Ophthal., Vol. XXX (old:series, Vol. LXXXVII), No. 3, Pp. 298, 
September, 1943. ; 

_(3) .A number of objections have been raised by ophthalmologists 
against the therapeutic results claimed for the correction of anisei- 
konia, and Hicks classifies them as follows:— . 
The symptoms are and amenable to 


‘suggestion? 
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‘resemble those! die “error of vefrdiction and of 


saaes balanee, and relief is due to a more adequate’ correction of 
these factors.: 


3. There are patients in whom relatively high 


or produced by lenses, causes no symptoms. : 

4. -A number of patients who suffer from asthenopia and have a 
considerable size difference are not relieved by porter tian of 
aniseikonia. 

In spite of this forinidable list of bjectiena, the author finds. that 
correction of aniseikonia is of value and in the course of his paper 


_ relates eight very convincing case histories. The patients he 
examined and treated were physically sound persons, who had | 


continued to suffer from headache, ocular fatigue (especially after 
close work), and other symptoms of eye strain, in spite.of wearing 
glasses which had been considered adequate for their needs. 
Examination for aniseikonia is not a simple matter. There may be 
an over-all size difference, i.e., the ocular image, is symmetrically 
enlarged in one eye; the enlargement may be only in one meredian 


or it may be a combination of these two types. Also, the size 


difference, particularly meridional, may be greater at reading distance, 
and in some cases, it is latent, becoming manifest only after a partial 
cofrection has been worn for some time. Finally, the patient may 
have difficulty in understanding the tests, and three or more exam- 
inations are often required before .consietency is obtained. Of 


the first 200: patients examined for aniseikonia, 86 had over 1 per: 


cent. difference in size of images and of these, 39 reported a lessening 
-or complete relief of symptoms while wearing temporary lenses with 
the necessary size correction, on a hook front. In no case did any 
person with less than a1 per cent. size difference receive relief from 
correction of his aniseikonia, the chances of success being greater if 
the amount were 1°5 per cent. or more. The maximum degree of 
size difference compatible with binocular vision was 5 per cent. and 


thé average: of a. with good visual acuity was 0° 25 


per 


CORRESPONDENCE 


“ANNUAL CONGRESS OF THE OPHTHALMOLOGICAL 


SOCIETY OF THE UNITED KINGDOM 


To the Editors of THE BRITISH JouRNAL OF OPHTHALMOLOGY. 
DEAR Sirs,—It is proposed to hold the annual congress of -the 


‘Dplithalnalopicdl Society ‘of the United Kingdom on Friday, 


March 31, and Saturday, April 1, 1944, at the Royal: Seetehy: of 
Medicine, 1, Wimpole Street, Lendéa, w. 1. 
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CORRESPONDENCE 4101 


There will two for discussion: the first, which will be 
discussed on the Friday morning session, is: “ocular psychoneu- 
roses’ (excluding miners’ nystagmus),” and will be opened by Mr. 
R. C.. Davenport and Squadron- -Leader J. H. Doggart. The 

~ second, to be discussed at the Saturday morning session, is “ Virus 
affections of the eye,” and ‘will be: opened by Professor A. Sorsby 
and Dr. C. H. Andrewes. 
- Part of the Friday afternoon session will be devoted to a joint 
clinical meeting with the Ophthalmological Section of the Royal 
Society of Medicine. Those who wish to show cases are asked to . 
communicate with Mr. V. Purvis, at the Royal Society of Medicine. 

Members who intend to take part in the discussion or to read 
papers at the Congress are asked to inform the undersigned as soon 
as possible. 

FRANK W.. Law, 
Hon. Secretary. 


Lonpon, W.1. 


To the Editors of THE BRITISH JOURNAL OF OPHTHALMOLOGY. 


DEAR SiRS,—Perhaps the following notes might be of some 
_ interest to many of your readers : 
To avoid using a local anaesthetic to the front ‘of the. eye during 
the operation for re-placement of a detached retina, pentothal is 
being used by’some operators. A retrobulbar injection of 2 per 
cent. novocaine by means of a curved needle is still useful, in that 
__ the onset of pain is delayed.and there is no’ need to give drugs to 
prevent sickness from rotation of the eye. 

Threads should not be placéd across the cornea and only warm 
saline is dropped on the cornea from time to time. In this way a 
clear view of the fundus can be obtained right to the. end of: phe 
é 

Yours faithfully, 
R. 
101, HARLEY: STREET, 
November 21, i943. 
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“IONIC MEDICATION 


To the Editors of THE BRITISH JouRNAL OF OPHTHALMOLOGY. 


DEAR was ‘interested in ‘an article in your August 
aibinladd on Ionic Medication by Norman Fleming.’ I have been 
using. zinc ionization, not for ten, but for thirty years, with ever 
-increasing sense of its value. 1 have been commending it to my 
colleagues for a like period, but without.making -much impression. 
For squamous marginal eczema (of Morax-Axenfeld origin) it is the 
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only.cure, as by no other means can one get a to the 
bottom of the infected hair follicle. For nearly all types of 
corneal ulcer zinc ‘ionization is far superior to other modes of 
local antisepsis, as it penetrates deeply into. the cornea. ~ Mr. 
Fleming’s paper would have been of much more practical value. if 
he had stated which polehe used for the various drugs. Zinc, 
being a kation, is of course used on the positive pole in order to be 
attracted to the negative, the kathode. I presume that the 
are sbiads, but would be grateful for specific information. 


Yours, etc., 


E. TEMPLE SMITH... 
SYDNEY, AUSTRALIA. 
November 3, 1943. f 


OBITUARY 


WALTER H. KIEP 


THE sudden death of Walter H. Kiep, of Bradford,.came asa painful 
shock to: his many friends.. Though, for several months he had, at 
times, shown obvious signs of ill health, he had ‘made: no complaint 
‘to his colleagues on the Hospital Staff, and had attended to his out- 
patients on the day prior to his death. He was found in bed in a 
comatose condition on Sunday, November 21, and died the same. 
evening. 

Kiep was born in Glasgow 58 years ago, and studied medicine at | 
the University there, graduating M.B., Ch.B., with commendation 
in 1908. After holding various house appointments, he became 
assistant surgeon to the Ophthalmic Institution and honorary 
oculist to the Royal Hospital for Sick Children in that city. His 
whole clinical outlook on ophthalmology was greatly influenced at 
this time by the teachings of Maitland Ramsay, with whom he 
worked in very close association, and for whom he ever entertained 
the highest regard. 

During the last war he was specialist in ophthalmology i in Malta 
from 1915-19, and acquired commereer experience of certain 
tropical diseases of the eye. 

At the termination of the war, ‘he became professor of ophthal-. 
mology to tht Medica) School at Cairo, and relinquished this office 
on his appointment as honorary Speiaenc sutgeon to the Royal 
“Eye and Ear Hospital, Bradford, in 1923. 

Kiep was a member of, and a very zealous worker for the North c 
- of England Ophthalmological Society, which he jerned immediately 
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Photo by Eliott and Fry, Ltd. 
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Notes 

eS after his return'to this country. Within a year after doing $0, he . 
was appointed local secretary to the Society, two years later its 
treasurer, and retained both. offices until the time of his death. He 
was elected its President in 1 936. The Society owes a great deal 
to the annetichs devotion to its welfare of the late Percival Hay— 
the honorary secretary since its inception—and Walter Kiep, and 
‘has suffered an irreparable loss by the death of its two principal 
officers within a few months of each other. Many contributions to 
the Society under Kiep’s name wil) be found in the Trans. Ophthal. 
Soc. U.K. “tg 
. His genial and kindly disposition had endeared ‘him to those with 

whom he came in contact, and he will be very greatly missed. 


x 


NOTES 


WE regret to record the death on March a 


Death 1942, at Melton Constable, Co. Norfolk, of 
Frank Hewkley, at the age of 81 years. os 3 
We are indebted to the Royal College of Surgeons of England 
for the details which follow and apologise to our readers for this 
Hewkley was born in 1861, a son of Mr. George Hewkley of the 
- Stock Exchange. His education was at the City of London School 
and he was a student of the London Hospital. - He qualified in 
- 1881 and six years later proceeded to the fellowship. He was also 
-M.B.Durham. An old Moorfields student he was later ophthalmic 
_ surgeon to the Westminster General Dispensary and to the St. 
Pancras Infirmary, to which in due course he became consulting 
ophthalmic surgeon. He joined the Ophthalmological Society of 
the United Kingdom in’ 1905 and‘for many years practised in the 
City of London. ero" 


Hewkley was an amateur painter of considerable ability. 


ROUGHLY 7 out of 11 pagesin the-ninth issue 
Opbthalmelegy an, of the first Volume of the British Medical 

‘British Medical Bulletin (1943), is devoted to ophthalmology. - 
rae: As our readers probably know the object of the 
Bulletin is to,provide a guide to medical science and thought in 
Britain. Ophthalmology has been chosen as the first of a series of 
brief outlines of the development of special aspects of medicine in 
Britain. The history of ophthalmology in~Britain is contributed 
by R. R. James, but the most important contribution is an admirable. 
paper on the task of ophthalmological research by Professor Arnold 
Sorsby, which every ophthalmologist should read and take to heart. 
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bismus.) (2) ‘Surgical treatment of (3) ‘Surgical 


Brief-abstracts follow on the statistical analysis of the Glasgow and 
S.W. Scottish Blind, by Marshal] and Seiler; on anomalous forms 
of ‘amaurotic ‘by Wyburn-Mason; ‘on ‘aetiology of 
phlyctenular ophthalmia, by Arnold _Sorsby; on experimental 
hypopyon: ulcers in the rabbit, by Robson and’. Scott; the 
sulphonamides in experimental ocular infections, by Klein and 
Arnold Sorsby;\ on avascular healing in the cornea, by Pullinger 
and Ida Mann; on war surgery of the eye, removal of magnetic 
intra-ocular’ foreign bodies by the posterior route, by H. B. Stallard; 
and on vitamin A and dark adepratiie by J. and S. Yudkin and 
‘Robertson, 

The’ whole an adthitable: contribution to 
and the British Medical Bulletin i is s much | to be ConEEREE eH on the 

The Royal Eye A meeting will be held at the Royal Eye 

"Hospital: Hospital on February 18, at 4.30 p.m. Mr. 

E.. Preston will speak on “ 


thegapeutics.” 


¥ by 


Pan- THE meeting ‘of the: ‘Congress, to 
_ _ Congress of have been held in Monte Video, Uruguay, from 
November 4 to 7; 1943. The "meeting had to 
be postponed and’it has now been decided. to hold. the Congress in 


- Monte Video in November, 1944. The is 


Ist day: —Inaugural session. 
2rd day.—Social Ophthalmology. “In the morning : Prevention of Blindness | in 


- the Americas. Official report of the Sight Saving Committee of the Pan-American 


Congress of Ophthalmology; Chairman, Dr. Francisco Belgeri.of Buenos Aires, 
Argentina. .In the afternoon: The status of trachoma in the Americas. Official 
report of the committee on trachoma of the Pan-American Congress of ican eapi 
logy ; Chairman, Prof. Corréa Meyer of Porto Alegre. 


3rd day.—Research in ophthalmology. 
4th day.--Excursions and festivities. 


5th day.—Medical Ophthalmology. ,(1) The 

and treatment. (2) New ideas on glaucoma derived from gonioscopy. (3) Estima- 

tion and mechanism of the destructive eflects of ocular hypertension. (4) Surgical 
intervention in glaucoma—how far can medical treatment be continued ? 

* 6th day.— Surgical Ophthalmology. (1) Surgical treatment of Prestment stra- 

treatment of 

heterophorias. 


7th papers. 


to ait are asked by’ the Ministry of 
Special Notice: tostate. that the fact that goods made of raw 


“materials:in short supply owing to war conditions are advertised in 


this journal: should notbe taken as an. indication: that are 
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